The New England 
Journal of Medicine 


VoLUME 213 


NOVEMBER 7, 1935 


NuMBER 19 


THE MODERN TREATMENT OF CRANIOCEREBRAL 
INJURIES WITH ESPECIAL REFERENCE TO THE 
MAXIMUM PERMISSIBLE MORTALITY 
AND MORBIDITY* 


BY DONALD MUNRO, M.D.t 


NTRODUCTION. Ever since John Aber- 

nethy? protested 125 years ago against the 
‘“nropriety and necessity of trephining the 
cranium under various circumstances consequent 
upon injuries of the head,’’ as then advocated 
by ‘‘the members of the Academy of Surgery 
in Franee and Mr. Pott in England’’ the treat- 
ment of craniocerebral injuries has been under 
dispute. At that time the pathological back- 
ground was provided by the terms ‘‘concussion”’ 
or ‘‘commotio cerebri,’’ ‘‘contusion’’ and ‘‘com- 
pression’’. These were still the diagnostic eri- 
teria 100 years later® at which time operation 
in the form of a subtemporal decompression was 
again the therapy of choice. A major step in 
the comprehension of the physiology involved 
had been taken, however, by virtue of Cush- 
ing’s completion of Kocher’s work’. This led 


directly to the division of the old stage of ‘‘com- 
pression’’ into four parts and a demonstration 
of the fact that the symptoms produced at that 
time were caused by varying degrees of failure 


of the cerebral cireulation?. Treatment, aside 
from the subtemporal decompression still in- 
cluded venesection. Lumbar puncture though 
new and therefore dangerous was being men- 
tioned. Compound and depressed fractures and 
meningeal hemorrhage were then and had been 
tor fifty years legitimate excuses for operative 
interference* °. 

After the World War the further and final 
steps elucidating the physiology of the cere- 
brospinal fluid were taken by Weed*® and 
Dandy’. These led directly to the introduction 
of a new method of treatment, dehydration®: °, 
and the renewal of interest in and finally the 
adoption of an older one, lumbar puncture’® 
41.12. The subtemporal decompression was re- 
served for use in those cases whose intracranial 
pressure could not be lowered by repeated lum- 
bar punetures and the other old indications for 
operative interference were confirmed**: The 
pathological rather than the physiological 

*Read before the Clinical Congress of the Connecticut State 


Medical Society on September 18, 1935. ‘ 
From the Neurosurgical Service at the Boston City Hospital. 


*+Munro, Donald — Visiting Surgeon, Neurological Surgery, 
oston City Hospital. For record and address of author see 
“This Week’s Issue,’”’ page 935. 


changes associated with head injury were com- 
ing to be recognized as the proper basis for 
treatment'?:?*. The old terms ‘‘eoncussion”’, 
‘‘contusion’’ and ‘‘ecompression’’ like the newer 
and more popular all inclusive ‘‘fractured 
skull’? began to be abandoned. 

This phase also is now coming to an end. 
Cerebral physiology as a whole rather than as 
a function of the cerebrospinal fluid mechanism 
or the individual corticospinal connections is 
more comprehensible thanks in great part to 
the work on cerebral circulation from Cobb’s 
laboratory*®. Exploratory trephine for diagno- 
sis has been introduced and has justified its 
use’® Today methods of treatment of cranio- 
cerebral injuries should be fairly standardized 
and for the most part beyond further discussion 
at present. Yet there are still those who refuse 
to heed the experience of others. Decompres- 
sion operations are still being advocated**, the 
degree of unconsciousness of the patient on ad- 
mission to the hospital is still being used as an 
exclusive diagnostic and prognostic indicator’ 
20. the efficiency of increased intracranial pres- 
sure as a method of controlling traumatic cor- 
tical hemorrhage is still stated as a 
and morphin is still used as a method of treat- 
ing impending respiratory paralysis**. It is not 
surprising therefore that, in the face of these 
disagreements among those who write as ex- 
perts, the general surgeon should be confused. 
Being confused he refuses to adopt new meth- 
ods until the entire situation has been clarified 
further. As Abernethy wrote in 1811: ‘‘many 
material points seem to one to require still fur- 
ther eluecidation’’. 

In this paper I propose to present for your 
consideration what I believe to be the rational 
pathologie basis for the detailed diagnosis of 
eraniocerebral injuries, to indicate the justifia- 
ble methods of treatment arising therefrom, and 
to set up a series of maximum mortality rates 
in accordance with the pathology under consid- 
eration. These figures are based on recent per- 
sonal experience with about 900 cases of cranio- 
cerebral injury extending over a period of five 
years. They do not apply in any sense to other 
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than the acute injuries. Consideration of late 
so-called posttraumatic effects seems to me to 
be futile until the earlier diagnoses are stand- 
ardized and the treatment of the acute stage 
is based upon a pathologic rather than a symp- 
tomatie or emotional background. As well at- 
tempt to predict the number of five year cures 
in a series of tumors of the breast without 
knowledge of either the percentage of malig- 
nancy or the methods used in the treatment of 
them. 

Diagnosis. It is universally acknowledged 
that the only reason for making a diagnosis is 
to provide a foundation upon which a rational 
method of treatment can be based. As an aid 
in establishing such a basis a knowledge of the 
normal anatomy and physiology of the diseased 
part is essential. Destructive organic lesions 
with resultant variations from this physiologi- 
cal norm constitute the pathology of the dis- 
ease or injury under consideration. From this 
point of view it is obvious that the diagnosis of 
a given injury must be a word picture which 
shall describe the damage done to all the organs 
immediately involved. The physiologic abnor- 
mality, per se, indicates only necessary varia- 
tions in the technique of treatment after the 
diagnosis is established. For example a diag- 
nosis of increased intracranial pressure is equal- 
ly applicable to both a lacerated brain and a 
cerebellar tumor. Yet reduction of this pres- 
sure by lumbar puncture may be curative in 
the former and fatal in the face of the latter 
pathologie entity. So, too, the incompleteness 
of ‘‘fractured skull’’ as a diagnosis intended 
to cover craniocerebral injuries in general is ob- 
vious when the medical examiner demonstrates 
an untreated subdural hematoma which has 
been an unrecognized and unmentioned com- 
panion of the break in the bone. Nor should 
the surgeon consider his pathological diagnosis 
complete enough to justify treatment until he 
has made use of all available and practical 
methods of investigation at his command. It 
is as handicapping to be without accurate data 
on the variations in cerebrospinal fluid pres- 
sure in a given case as it is to be without an 
x-ray examination. Both may well be imme- 
diately essential in the recognition of a rupture 
of a middle meningeal artery. In a compound 
fracture of the skull with possible involvement 
of a frontal sinus, however, the result of an 


x-ray examination is infinitely more impor- 
tant therapeutically than the information ob- 
tainable by lumbar puncture. Furthermore in 
the presence of surgical shock neither exam- 
ination can be carried out, nor is either one 
immediately practical or essential. Finally it 
must be constantly borne in mind that in cranio- 
cerebral injuries similar symptoms may be pro- 
duced by widely divergent or overlapping path- 
ologiec changes. It is therefore safer for the 
patient if the surgeon, in the interests of ac- 
curacy, will be always ready to supplement the 
simpler diagnostic methods by actual operative 
exploration. 

Treatment based on such a diagnostic back- 
ground must of necessity be fundamentally cor- 
rect. What variations there are will come in the 
technical aspects. Ultimate tests of its success 
will depend upon adequate statistical studies. 
These, to be of any value, must be founded upon 
a sufficiently large series of cases and must 
propound end results in mathematical terms 
rather than as individual opinions. ‘‘Ex 
cathedra’’ statements condemning or criticiz- 
ing in ‘‘glittering generalities’’*: any thera- 
peutic procedure cannot be too strongly con- 
demned. On the other hand any method of 
treatment that is soundly conceived and that 
ean produce a mathematically improved mor- 
tality or morbidity rate must supersede all 
previous methods. 


Non-Operative Treatment Group. Cranio- 
cerebral injuries can be properly divided into 
three groups in accordance with the operative 
or non-operative requirements of treatment 
and as complications of the fundamental con- 
ditions which have been already classified. The 
first of these is made up of the injuries whose 
pathology is such that non-operative treatment 
is indicated. It includes cases of coneussion; 
edema and congestion, and contusion and lac- 
eration of the brain. (Table 1.) As a group 
these form about 70 per cent of all craniocere- 
bral injuries. Under the methods of treatment 
outlined below the immediate mortality has 
been kept at about 12 per cent. This is fig- 
ured on the entire group without regard to the 
time of death after admission. It tends to be 
high rather than low because with the forma- 
tion of a specialized service in a general hos- 
pital the drift of severely injured or obscure 


TABLE 1 
Non-OQPERABLE CASES 


Ratio of Occurrence 


Living Dead Total Mortality % 


70.5% Non-Operable Cases 
0.9% Concussion 
23.2% Edema and Congestion 


28.2% Contusion 
46.3% 18.0% Laceration 


Total Series 


545 76 621 12.0 
8 0 8 0 
204 1 205 0.4 

237 12 249 4.8 


96 63 159 39.6 
724 156 880 17.72 
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cases admitted on the general surgical or medi- 
cal sides is toward this service. This is evi- 
denced by the fact that in 1930, which was 
the first year of the formal organization of the 
neurosurgical service at the Boston City Hos- 
pital, there were twenty-two compound frac- 
tured skulls admitted to the hospital. One half 
or eleven were treated on the general surgical 
side. In 1934, however, out of the same num- 
ber (twenty-two) of the same injury admitted 
throughout the hospital, only two were treated 
on the general surgical side, the remaining 
twenty being either admitted directly for neu- 
rosurgical care or transferred there for treat- 
ment immediately after admission on the gen- 
eral surgical services. 


Concussion. The primary and simplest form 
of craniocerebral injury is true coneussion. The 
term has been widely used to cover all forms 
of brain injury regardless of the pathology 
present. It should be restricted solely to those 
cases in whom a blow on the head has produced 
some degree of unconsciousness but who on 
recovery present no residual symptoms or signs 
whatsoever. Upon it as a foundation are built 
the complicated and more serious succeeding 
brain injuries. It is probable that the primary 
unconsciousness practically always associated 
with craniocerebral injuries is due to this con- 
cussion. 


The pathology of concussion is unknown and 
as a diagnosis it has to be made after the fact. 
Many theoretical explanations of it have been 
advanced, however. Kral** quoting Hauptmann 
summarizes them as follows: First, the molec- 
ular disintegration theories with a negative 
anatomical background, secondly, the theories 
that predicate anatomical changes as the cause 
and thirdly, the theories that circulatory dam- 
age is the underlying factor though these last 
fail to answer the questions as to whether reflex 
or direct mechanical stimulation is the funda- 
mental process and whether in its turn anemia 
or hyperemia is produced. The first of these 
is obviously impossible of proof or disproof. I 
merely wish to draw attention to the fact that 
since it was originally promulgated in the sec- 
ond half of the 18th century (Pettit by Kral**) 
there has been a considerable advance in phys- 
ics beyond the molecular stage and any such 
theory today must include a disposition of not 
only molecules but also of ions and electrons. 
Chief among the second group must be classed 
Cassasa’s*® theory of damage to subcortical ves- 
sels by pressure from a fluid wave. This is sup- 
posedly set up in response to a change in shape 
of the skull. It involves a movement inward 
by cerebrospinal fluid from the subarachnoid 
space along perivascular to perineuronal spaces 
with resulting hemorrhages and cell damage. It 
has been popularized by Martland*® as the ex- 
planation of the condition known as ‘‘punch 
drunk’’. A violent histological insult to the 


brain must be predicated to produce such 
changes. This is not compatible with the re- 
quirements of the definition that residual signs 
and symptoms must be absent after recovery of 
consciousness. Furthermore Cobb’ states that 
the flow of cerebrospinal fluid is normally 
toward the subarachnoid space and is limited 
in its freedom of entrance therein by the tight 
collar of pia arachnoid which surrounds each 
vessel at the point of its entrance to or emer- 
gence from the surface of the brain. A rever- 
sal of this flow must include tearing of this 
collar with the strong probability of surface 
hemorrhage and cortical damage. These would 
prove to be adequate causes of post-concussion 
symptoms. It must be admitted, however, that 
as far as we know the compression malforma- 
tion of the skull caused by severe blows may 
of itself produce the alterations associated with 
loss of consciousness. Here, however, micro- 
scopic and macroscopic changes are evident and 
post-concussional symptoms are frequent. The 
third or ‘‘vascular change group”’ of theories 
finds more support. A usual cause of syncope 
or unconsciousness is a dilatation of the arterial 
side of the peripheral intra-cortical vascular 
bed. This is associated with a drop in blood 
pressure, pallor, sweating, nausea, ete. These 
vessels have been shown by Cobb?’ and others 
to be all interconnected and are not end ar- 
teries. They are moreover provided with vaso- 
dilator and vasoconstrictor nerves. This dila- 
tation has been shown to result from the so- 
called ‘‘vasovagal reflex’’** in which stimuli 
reach these vessels along the vasodilators. Such 
a reflex can be set up by pressure on the ab- 
normal carotid sinus**: *°, as an accompaniment 
of surgical shock*’, by direct experimental stim- 
ulation of the vagus nerve*® as the result of ex- 
periencing great pain suddenly** and by an in- 
ereased carbon dioxide content of the blood*. 
More recently in association with Faulkner and 
Maddock I have shown that a direct blow on 
an experimental animal’s head will duplicate 
these signs and symptoms**. These experiments 
are, as yet unfinished, however. Finally Weiss?® 
has postulated a ‘‘centre of consciousness,’’ 
damage to which produces unconsciousness in 
nontraumatie syneope, and Kral** adduces con- 
siderable inferential evidence to show that the 
mechanism controlling sleep is the seat of the 
changes which produce the primary uncon- 
sciousness in all cases of craniocerebral injury. 
On purely theoretical evidence then it seems to 
me to be probable that the original unconscious- 
ness of craniocerebral injuries may be due in 
part to a ‘‘vagal’’ reflex set up in response to 
the blow on the head. This dilates the arterial 
side of the intra-cortical capillary bed, pro- 
duces anoxemia and throws out of gear the 
cerebral mechanism that keeps intact the state 
we know as consciousness. This mechanism 
may be in Weiss’s seat of consciousness or in 
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the region given over to the initiation of sleep 
or in some other at present unknown point. 
If this abnormal reflex activity is corrected at 
this point, consciousness is regained, the patient 
complains of no symptoms and searching exam- 
ination reveals no signs of residual cerebral 
pathology. Under these conditions and only 
under these can the patient be said to have 
suffered from concussion. 

The pathology being unknown, treatment 
must be inefficient and inaccurate. Fortunately 
patients do not need treatment to recover. If 
any were indicated it should be at present such 
as would cause a contraction of the dilated 
arteries, interrupt the vagal reflex and raise the 
blood pressure. Cases of true concussion occur 
in about one per cent of the hospital type of 
eraniocerebral injuries. In the population at 
large the occurrence is doubtless much greater. 
True concussion is probably never fatal. 


The following histories illustrate true concus- 
sion : 


No. 1167. A child of four years tripped and hit 
her head on the pavement. She was unconscious 
and dazed for twelve hours. There was no vomit- 
ing, paralysis, seizures or bleeding externally. She 
was brought to the hospital at the end of eighteen 
hours for check-up although she complained of no 
symptoms. Neurological and physical examinations 
were normal. Lumbar puncture showed clear, col- 
orless fluid with a pressure of 150 mm. water, a 
protein of 22 mg. per cent and a negative gold 
sol and Wassermann. The patient was kept under 
observation for two weeks and was discharged 
well. 


No. 1755. <A child of eleven years was struck 
by an automobile and knocked unconscious twenty 
minutes before admission. On admission he com- 
plained of no symptoms and neurological and phys- 
ical examinations were completely normal except 
for a puncture wound in the centre of a right 
parietal hematoma. Lumbar puncture done at once 
showed a pressure of 90 with clear, colorless fluid 
with normal chemistry. X-rays showed a fracture 
of the squamous portion of the right temporal bone. 
The wound was healed and the patient discharged 
well fourteen days after admission. 


Edema and Congestion. The next more se- 
rious type of eraniocerebral injury that responds 
to non-operative therapeusis is edema and con- 
gestion or, as it is commonly referred to, cere- 
bral edema. In it the pathology peculiar to this 
lesion is superimposed upon a concussion al- 
though the more primary condition is not usu- 
ally included in the diagnosis. The pathology 
is well understood when it is present as an ac- 
companiment of the more serious succeeding 
brain injuries but is not commonly seen as an 
entity because it rarely proves fatal per se. In 
its pure form it consists of an increase in brain 
volume caused by an overdistention of the peri- 
vascular and perineuronal spaces. This is due 
to leakage from the arterial side of the intra- 
cortical capillary bed. In addition the absorp- 
tion of the cerebrospinal fluid is impeded due 


to the venous congestion which, in its turn, may 
go~on to the point of rupture of the intra- 
cortical veins and the formation of perivas- 
cular hemorrhages. From the descriptions and 
photographs it is probable that Cassasa’s*® and 
Martland and Beling’s** cases of perivascular 
hemorrhages belong in this category. When the 
dilation of the cortical arteries set up in re- 
sponse to the theoretical ‘‘vagal’’ reflex de- 
scribed above or as the result of some at pres- 
ent unknown factor continues beyond an inde- 
terminable critical point, the normal relation- 
ship existing between the capillary arterial hy- 
drostatie pressure and the colloid osmotic pres- 
sure of the perivascular and perineuronal fluid 
is altered*®. The intravascular hydrostatic 
pressure is raised**, fluid escapes into the tis- 
sue spaces and the perivascular colloid osmotic 
pressure there is lowered in relation to that 
of the blood plasma. As this perivascular pres- 
sure drops the amount of fluid escaping from 
the capillaries increases. As a result the venous 
limb of the capillary loop becomes compressed™. 
This elevation of intravenous pressure inter- 
feres with the normal absorption of the tissue 
fluids which back up and thus make more pres- 
sure on the veins. Tissue anoxemia and fur- 
ther alterations from the normal colloid osmotic 
relationships between blood plasma and tissue 
fluids ensue**. This process is one that quickly 
influences the whole venous side of the cerebral 
vascular tree*’. It will rupture small veins 
with resultant intracortical and subpial hemor- 
rhages**: ** even without any preéxisting injury. 
As a side effect, and because the absorption of 
the cerebrospinal fluid depends upon an essen- 
tially equal pressure in both ventriculoarach- 
noidal and cranial venous systems, the intra- 
cranial pressure may be raised. Through this 
lack of absorption in the face of continued pro- 
duction the cerebrospinal fluid backs up into 
the ventricles and cisternae until finally the 
majority of the cerebral subarachnoid reservoir 
is closed off by direct pressure of the surface 
of the swollen brain against the overlying dura. 
Recently Connors and Wright” have stated that 
such edema does not occur within forty-eight 
hours of the injury and are even skeptical of 
its late occurrence. They reason that they have 
never seen it at autopsy and further debar 
themselves from recognizing it in non-fatal 
cases by the inadequacy of their diagnostic eri- 
teria. On this basis and.in consideration of an 
abundance of other evidence*® their contention 
can be dismissed as incorrect. 

The diagnosis of edema and congestion in ad- 
dition to concussion and possibly including peri- 
vascular hemorrhage is made on the following 
evidence: There is a history of a blow on the 
head sufficiently severe to produce some degree 
of unconsciousness. This is followed on return 
to consciousness by either subjective symptoms 
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such as headache, dizziness or nausea, or objec- 
tive signs varying from a single cranial nerve 
palsy to hemiplegia with convulsions. The cere- 
hrospinal fluid will be normal as to cell count 
and chemistry and free of blood. If the intra- 
cranial pressure is measured during the period 
of congestion it will be found to be above nor- 
mal providing the patient is not dehydrated. 
Having in mind the pathology it is evident that 
treatment directed either toward shrinking the 
brain by dehydration or looking to removal by 
lumbar drainage of the excess backed up cere- 
brospinal fluid will be successful. Dehydration 
may be obtained by hypertonic glucose solution 
intravenously, magnesium sulphate by rectum 
or according to the method of Fay*’. Its effi- 
cacy and indication should be checked by meas- 
urement of the intracranial pressure while it is 
being used however. Lumbar drainage is ob- 
tained by the removal at lumbar puncture of 
enough cerebrospinal fluid to reduce an abnor- 
mally high pressure to normal limits. Such a 
procedure should be repeated every twenty-four 
hours until two successive normal pressure meas- 
urements have been obtained previous to the 
withdrawal of any fluid. 

Cases of edema and congestion make up about 
23 per cent of all hospitalized craniocerebral 
injuries. This, as in concussion, is probably low 
when considered in relation to its occurrence 
among the population at large. The mortality 
should never exceed 14 of 1 per cent. The as- 
sociated presence of a bony injury alters neither 
the diagnosis nor the prognosis. 


The following synopses illustrate different 
types of traumatic edema and congestion: 


No. 1267. A child of twelve years was struck by a 
sled while coasting, and rendered unconscious for 
at least thirty minutes. On recovering conscious- 
ness she complained bitterly of a severe headache. 
Physical examination revealed a swelling over the 
left parietal region and neurological examination 
slight vertigo and past-pointing of the left hand. 
Lumbar puncture on admission showed a pressure 
of 165 with clear, colorless fluid and negative chem- 
istry. Six days later the pressure was 200 mm. 
water and five days after that 140. The first lum- 
bar punctures completely relieved her headache and 
she was discharged well sixteen days after admis- 
sion. 


No. 1351. A forty year old man complaining of 
severe headaches and dizzy spells especially when 
active was admitted two and one half weeks fol- 
lowing a head injury sustained during a homicidal 
attack, At that time he was unconscious for two 
hours with subsequent amnesia for twenty-four 
hours. He was in the hospital for one day and 
then home in bed except for meals for the balance 
of the time. His headaches, which were severe, 
were his only symptom. On admission his physi- 
cal and neurological examinations were entirely 
negative. Lumbar puncture that day and the two 
following, showed clear, colorless fluid with a pro- 
tein of 34 mg. per cent and negative gold sol. Fif- 


teen cc. of fluid was removed at each puncture. 
The pressures were respectively 200, 250 and 190 


mm. water. His headache was relieved at this 
time. Check-up punctures six and eleven days after 
admission were normal. The patient was dis- 
charged well twenty days after admission. 


No. 1550. <A forty-three year old man was admitted 
one week after an injury to the head sustained in 
an automobile accident. This injury was super- 
imposed on a shrapnel wound of the head sustained 
seventeen years before, another automobile accident 
fourteen years before, some type of epileptic seizure 
with contusions of the head one year before, mul- 
tiple sclerosis and drug poisoning. Following the 
last accident he was unconscious one hour and 
during the following week took almost no fluids 
or food. On admission both legs and arms showed 
marked weakness with Babinski on the right, ab- 
sent abdominal reflexes and a divergent squint all 
antedating his last accident. New signs were ex- 
treme emaciation and dehydration, difficulty in 
swallowing, urinary incontinence and drowsiness. 
Lumbar puncture showed a pressure of 60 mm. water 
or less with clear, colorless, normal cerebrospinal 
fluid except for a chloride of 600. In spite of fluids 
by vein and parenterally, his coma increased, his 
temperature rose to 103° and he died twenty-four 
hours after admission. An autopsy, performed 
through the courtesy of the medical examiner, dem- 
onstrated multiple minute perivascular hemorrhages 
of the brain with no other recent pathology and in 
addition to the clinical condition of advanced toxic 
dehydration. 


Contusion and Laceration. If the cerebral 
pathology resulting from a relatively slight 
blow on the head as described above is compli- 
cated by the addition of a bruise of the surface 
of the brain with a rupture of one or more 
cortical vessels there is contusion of the brain. 
If the severity of the injury is sufficiently great 
actually to tear the cortical surface in addition, 
the condition is spoken of as a lacerated brain. 
These merge one with the other and any dis- 
tinction except in the extreme cases is a purely 
arbitrary personal one. They are both associ- 
ated with concussion, with edema and conges- 
tion and almost certainly with subcortical hem- 
orrhages. They both have free blood in the cere- 
brospinal fluid varying in amounts from a few 
hundred cells in the mildest contusion to pure 
blood in the most severe laceration. The in- 
creased intracranial pressure that is basically 
present because of the edema and congestion 
associated with interference with the absorption 
of cerebrospinal fluid from the high cranial in- 
travenous pressure is further increased. This 
additional increase is from backing up of spi- 
nal fluid which is prevented from escaping by 
the mechanical plugging of the normal outlets 
in the arachnoidal villi by the free red blood 
cells**. This latter will be least marked and 
of little effect in the m‘ld contusion ease but 
on the other hand will be the chief cause in 
the bad laceration. In the severely injured pa- 
tients anemia of the medulla follows the de- 
velopment of high intracranial pressure to be 
succeeded in its turn by a spread of the cere- 
bral edema to this region with resultant respira- 
tory failure and death. 
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The diagnosis of contusion or laceration is 
made on the following data: There is a history 
of a severe blow on the head which has in most 
cases produced a definite period of unconscious- 
ness. In the more severe injuries this period 
may be prolonged for days and is as has often 
been stated?®:*° an indication of the severity of 
the injury. With the coma may go loss of 
sphincter control, and especially in moribund 
eases a general flaccidity with absent tendon re- 
flexes. Respiratory irregularity, sudden dilata- 
tion of the pupils, sudden increase in pulse rate 
and temperature oceur just prior to death. If 
the injury is less severe the unconscious period 
will be succeeded by a varying degree of dis- 
orientation often accompanied by active de- 
lirium. Nausea and vomiting, particularly at 
first, are common. Headache and retrograde 
amnesia are almost invariable while any degree 
or form of somatic or cranial nerve palsy can 


make up approximately 50 per cent of all hos- 
pitalized craniocerebral injuries. This is prob- 
ably abnormally high when applied to the pop- 
ulation at large. Under proper treatment the 
group mortality should not exceed 18 per cent. 
The presence of an associated bony injury tends 
to decrease the patient’s chances of survival, 
not because the break in the bone is of itself 
necessarily lethal, but because the blow that 
produced it must have been applied with greater 
force. Either contusion or laceration or both 
may or may not be associated with any of the 
specialized forms of bone injury or any type 
of meningeal hemorrhage. These latter condi- 
tions, however, will be characterized by their 
own additional pathological peculiarities and 
must therefore be considered as separate diag- 
nostic and therefore therapeutic entities. 
Operative Treatment Group. (Table 2.) The 
group of ecraniocerebral injuries whose path- 


TABLE 2 
OPERABLE CASES 


Ratio of Occurrence 


Living Dead Total Mortality % 


29.4% Operative Cases 

2.5% Extradural Hematomas 

4.6% Depressed Fractures 

10.5% Compound Fractures 
92.1% 11.7% Subdural Hematomas 

70.5% Non-Operative Cases 


Total Series 


179 80259 30.8 
59.0 
39 2 41 4.8 
64 29 93 31.1 
67 36 103 34.9} 17.4 
545 76 621 12.0 
724 156 880 17.72 


occur. Surgical shock is an invariable accom- 
paniment of the more seriously injured. The 
intracranial pressure is high providing the pa- 
tient is neither dehydrated nor in surgical shock. 
The cerebrospinal fluid contains free blood, the 
amount varying in accordance with the severity 
of the damage to the brain surface. Because 
of the multiplicity of signs and symptoms the 
diagnosis is finally made on the history together 
with the cerebrospinal fluid findings as out- 
lined. 

Treatment is best carried out by a judicious 
combination of dehydration and lumbar drain- 
age. However the surgeon should never lose 
sight of the fact that dehydration alone in these 
cases is inefficient in exact ratio to the amount 
of free blood in the cerebrospinal fluid. This 
is due, as pointed out above, to the mechanical 
blockade of the arachnoidal villi by the free 
red blood e¢ells. The technique of both types 
of treatment is the same as described under 
the previous heading. Operative decompression 
as a therapeutic measure is contraindicated. Ex- 
ploratory trephination, however, can be properly 
employed as a diagnostic measure whenever the 
patient fails to improve after a suitable in- 
terval of properly executed non-operative treat- 
ment such as outlined above. 

Cases of contusion and laceration of the brain 


ology is such that treatment must be through 
operative interference includes the cases of sub- 
and extradural hemorrhages and compound and 
depressed fractures of the skull. As a group 
they make up about 30 per cent of all eranio- 
cerebral injuries. Their mortality is high, 31 
per cent, but doubtless will be lowered as we 
become more willing to operate earlier and as 
our operative technique improves. These in- 
juries are all associated with, and complicate 
by their presence, the fundamental brain path- 
ology that has been discussed above. In general, 
treatment must be such as will properly care 
for this latter condition as well as being so car- 
ried out as to avert sepsis, control otherwise 
fatal hemorrhage and obviate later epilepsy 
without undue risk to the patient. Ordinary 
diagnostic methods should be supplemented by 
bilateral exploratory trephinement without hes- 
itation. 


Subdural Hemorrhage. The commonest mem- 
ber of this group is not as might be supposed 
from the textbooks the extradural hemorrhage 
but rather the subdural hemorrhage. These are 
practically always associated with one of the 
forms of brain pathology noted above when 
there has been an antecedent injury to the head. 
The exception under these conditions occurs in 


connection with trivial injuries which produce 
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no eoneussion even, but which do rupture a 
‘‘pridging vein’’ as it crosses the subdural 
space. There are, of course, other sources for 
these clots unassociated with any injury as, for 
example, in the presence of scurvy or as an ex- 
tension from a subarachnoid hemorrhage orig- 
inating in cerebral vascular disease. H. Hous- 
ton Merritt and I*® have shown that the clots 
are formed from a mixture of blood and cere- 
brospinal fluid inearcerated within the sub- 
dural space. These divide themselves into 
three groups. The first and classical group is 
made up of those collections that consist of 
pure blood. These are completely encapsulated 
lesions, that may remain unrecognized for years 
and ean be accurately placed as to age up to 
two to four months. The diagnosis may be 
made before operation but ordinarily the clot 
is found in the course of an exploration for 
tumor, after a ventriculogram, or while inves- 
tigating the etiology of some previously unex- 
plained epilepsy. This type is non-expansile. 
The second group is made up of solid clot 
mixed with blood dissolved in cerebrospinal 
fluid. Expansion takes place by dialysis up to 
three months after formation. After that they 
remain fixed in size as a freely movable collec- 
tion of subdural fluid. They can be accurately 
placed as to age up to four months by a study 
of the protein content of the fluid portion and 
in my experience are finally diagnosed only by 
exploration. This is usually carried out for 
the purpose of determining why the patient is 
not improving under adequate non-operative 
treatment. The third group contains those 
that originate as a solution of blood in cerebro- 
spinal fluid and that have no solid clot. They 
also slowly expand by dialysis up to one month 
after formation, and the diagnosis is again 
made only at exploratory craniotomy. They 
ean be placed accurately as to age only up to 
three weeks but are known to remain for as 
long as seven years. The later stages of these 
second and third groups have been shown to 
be associated with symptomatology which is at 
present classed under the general heading of 
posttraumatic syndrome or neurosis. The early 
symptoms are those of the associated brain le- 
sion. The cerebrospinal fluid is usually but not 
necessarily bloody. The intracranial pressure 
will be high in the early cases and during the 
expansion of the hematoma. After this process 
is completed, however, adjustments within the 
skull are gradually made and the intracranial 
pressure returns to normal levels. This is par- 
ticularly true in groups two and three. 


All types of clots are prone to be bilateral. 
As a result the major symptomatology may 
apparently appear as either ipsi or contralateral 
to the lesion. They are diagnosable only by 
bilateral exploratory temporal trephinement or 
other exploratory operative procedure. This 
is indicated whenever a patient suffering from 


the varied pathology caused by a blow on the 
head fails to improve under adequate non- 
operative treatment such as outlined above. As 
a class subdural hematomas occur in about 12 
per cent of all craniocerebral injuries. The 
present mortality of this group should not be 
over 35 per cent and probably can be reduced 
still further. For descriptive case reports the 
reader is referred to the paper on subdural 
hematomata by the writer’’. 


Compound Fracture of the Skull. Compound 
fracture of the skull may be linear, commi- 
nuted or depressed. It may involve eranial ve- 
nous sinuses, or the frontal air sinuses. It often 
is associated with a severe type of brain path- 
ology leading in the worst cases to actual loss 
of brain substance by extrusion onto the scalp. 
Whether considered from the point of view of 
mortality or immediate morbidity a compound 
fractured skull is a problem in sepsis and 
nothing else. All other considerations must go 
by the board. A detailed study of eighty-nine 
such cases has been recently completed*® and 
demonstrates that if principles looking toward, 
on the one hand the avoidance of the spread 
of infection and on the other, toward the surgi- 
cal excision of those bacteria already present, 
are followed, the operative mortality and mor- 
bidity can be kept within reasonable figures. 
These principles include a diagnosis by palpa- 
tion through the scalp wound, rigid avoidance 
of any cleansing of the scalp or scalp wound 
until just before starting the major operative 
procedure, operation after twenty-four hours 
and before forty-eight hours after the receipt 
of injury in an adequately equipped operating 
room, 100 per cent debridement including all 
layers and especially the bone and brain, elim- 
ination of packs or drains in the wound except 
where the frontal sinus or supra-orbital ridge 
is involved, and complete closure of the scalp 
with two layers of fine silk sutures, followed by 
searification in the regions adjacent to the su- 
ture lines. Complicating sub- or extradural 
hematomata may occur and should be dealt 
with as required. In the same way the asso- 
ciated brain injury should be appropriately 
treated. Depressed portions of the fracture 
should be considered therapeutically only from 
the point of view that regards them as possible 
harborers of infection. The symptomatology 
is that of the underlying brain injury and may 
be modified by signs of an early meningitis or 
other type of cerebral infection. The cerebro- 
spinal fluid findings are also those commonly 
seen in association with the uncomplicated 
eases of cerebral pathology. The gross mor- 
tality of this group of cases is about 32 per cent 
but if properly handled should be about 23 per 
cent. The present morbidity (largely from 
sepsis) is 23 per cent. This can and should be 
reduced to not over 5 per cent. Compound 
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fractures make up about 11 per cent of all 
eraniocerebral injuries. 


It is significant that if the surgeon will as- 
sume the care of the cases of uncomplicated 
brain pathology together with those cases of 
subdural hematoma and compound fractures 
that go with them he will be treating 92 per 
eent of all craniocerebral injuries. Furthermore 
if this therapeusis is founded on diagnoses 
made from a pathologie point of view his mor- 
tality should lie between 17 and 18 per cent. 
It is probable also that as he becomes more 
skillful in his operative work, he can even 
reduce this figure to the neighborhood of 15 
per cent. 


Depressed Fractures of the Skull. Depressed 
fractures of the skull uncomplicated by any 
additional scalp, bone or meningeal injury 
oceur in about 5 per cent of all craniocerebral 
injuries. It should not be forgotten, however, 
that such a fracture is invariably accompanied 
by some type of brain injury. The pathology 
of the bony injury itself is simple and varies 
from the ‘‘celluloid ball’’ type of depression in 
the soft skull of the infant, to the immovably 
locked fragmented depression seen in the adult. 
The symptoms and signs are those of the as- 
sociated brain injury. The diagnosis is best 
made by stereoscopic x-rays. Palpation is no- 
toriously inaccurate. It is impossible to differ- 
entiate a true depression and a subperiosteal 
hematoma. All depressed fractures except those 
in the region of the foramen magnum require 
operative elevation. This must usually be 
combined with a wide opening of the dura be- 
neath the depression so that the surgeon can 
be sure that there is no subdural hemorrhage 
present. As little bone as possible, consistent 
with a complete elevation and exploration lo- 
eally, should be removed. Particular care 
should be exercised to see that such a pure de- 
pressed fracture is never operated upon until 
the inereased intracranial pressure resulting 
from the associated brain pathology has been 
permanently reéstablished at normal. There is 
no necessity inherent in the bony deformity 
itself that calls for an emergency operative 
procedure. If operative interference is under- 
taken before the congestion of the cranial venous 
circulation is corrected, the technical aspect of 
the procedure is made infinitely more compli- 
cated. This is on account of the free bleeding. 
Under such circumstances a fatality from air 
embolus or operative hemorrhage may occur, 
particularly if a large venous sinus has been 
involved in the injury. The mortality rate 
certainly should not exceed 4 per cent and if 
the cases are properly handled ought to be zero. 


Extradural Hemorrhage. Extradural hemor- 
rhage is the last of the ordinary craniocerebral 
injuries that requires treatment by operation. 
It is the classical example and has served for 


years as the model upon which the symptoma- 
tology of all brain injuries were based. It is 
almost always an expanding lesion with a con- 
stantly growing blood clot lying between the 
skull and the dura. The source of the clot is 
found in a rupture of any part of the middle 
meningeal artery or one of the large cranial 
venous sinuses. The clots are commonly uni- 
lateral and cerebral though they may occur 
simultaneously on both sides of the cerebrum 
or singly over the cerebellum. They are always 
associated with some degree of brain injury. 
This latter is the cause of the primary period 
of unconsciousness in the typical history. If 
the original brain injury is relatively mild—as 
for example, concussion or mild edema and con- 
gestion—the patient regains consciousness and 
may even be subjectively normal before the 
slowly forming extradural clot has reached a 
size large enough to produce coma on its own 
account. Such a period of consciousness repre- 
sents the second stage of the typical history. As 
the clot increases in size more and more brain 
deformity takes place, and the patient slowly 
gets confused and drowsy. Paralysis and con- 
vulsions may or may not be present. The final 
period of unconsciousness now appears. This 
will terminate in death if the condition is not 
promptly relieved. This so-called pathognomonic 
succession of events is not by any means con- 
stant. It does not oceur for example, when the 
associated brain pathology is so severe as to keep 
the patient unconscious until the clot has 
reached such a size as to produce coma of its 
own accord. If the dura is loosely attached 
to the inner side of the skull, so the spread 
of the bleeding is little if at all impeded, such 
an enlargement of the clot may proceed at a 
very rapid pace indeed, and induced coma be- 
comes a question of minutes rather than one of 
hours. 


Blood in the cerebrospinal fluid may or may 
not be present, agein depending upon the de- 
gree of brain injury. The intracranial pressure 
will be high. Roentgenological examination of 
the skull of these patients is extremely impor- 
tant. Although lateral stereoscopic films are 
preferable, a single film of the suspected side 
is better than none. The suspected presence of 
a clot will be sufficiently verified to justify op- 
erative interference if a fracture line can be 
shown to cross any part of the middle meningeal 
artery or a cranial venous sinus. It should be 
mentioned in passing that the x-ray films are 
useless unless they show both the fracture line 
and the vascular groove. The general symp- 
tomatology in these cases is extremely variable 
and cannot be depended upon from a diagnostic 
point of view except as confirmatory evidence 
which supports a suspicious history, positive 


x-ray films or adequate cerebrospinal fluid data. 
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The making of this diagnosis presents in my 
opinion the most difficult problem of any asso- 
ciated with the entire group of craniocerebral 
injuries. A pathognomonic history with a posi- 
tive roentgenogram in the presence of a hemi- 
plegia with or without aphasia or convulsions, 
and verified by clear cerebrospinal fluid at a 
high pressure can mean only one thing. This 
fortunate combination is, however, contrary to 
the general opinion, extraordinarily rare. His- 
tories are more apt to be completely absent or 
at best inadequate or grossly inaccurate. Hemi- 
plegias and convulsions occur only when the 
clot is thickest over the motor cortex and mathe- 
matically the chances are against the clot being 
commonly centered at that point. Furthermore 
it is not unknown in the late stages of the slow- 
ly developing clots to have a shift of hemiplegia 
to the ipsi-lateral side with a complete reversal 
of the ordinary expected reflex responses. In 
children hemiplegia and convulsions may also be 
associated with uncomplicated cerebral edema. 
The added presence of a severe cerebral contu- 
sion or laceration or surgical shock will com- 
pletely alter the cerebrospinal fluid picture. In- 
deed, I am convinced that the final diagnosis in 
many of these cases, just as in subdural hem- 
orrhages, can be made only after exploratory 
trephination. 


Treatment is operative at the earliest pos- 
sible moment. At operation three things should 
be done in any event: The clot completely re- 
moved, the bleeding point identified and either 
ligated or clipped if arterial, or closed with 
muscle stamp graft if venous, and the dura 
opened sufficiently to provide a decompression. 
Postoperative transfusion will frequently be 
necessary not only to combat shock but also to 
correct actual blood loss. Postoperative malig- 
nant edema as in the subdural hematomas is 
prone to occur and must be rigorously combated 
by active dehydration, lumbar punctures, ete. 
Extradural hematomas occur in about 2.5 per 
cent of all craniocerebral injuries. They carry, 
in spite of earliest treatment, far and away the 
highest mortality. The rate in my series is 59 
per cent and is exceeded only by that of com- 
plicating meningitis. 

Complications. Complications of  cranio- 
cerebral injuries fall into three great classes. 


The first covers associated general bodily con- 
ditions and includes surgical shock and toxic 
dehydration. The second group is made up of 
conditions that are associated with infection 
in the cranial cavity other than compound 
fractures, and the third consists of non-specific 
linear fractures of the vault and base. From 
a practical point of view it has been impossible 
in this series of cases to determine the occur- 
rence rate of any except toxic dehydration and 
intracranial sepsis, this last in the form of men- 
ingitis. These conditions occurred either singly 
or together in a total of 3.1 per cent of the 
cases with a mortality of 28.5 per cent. 


COMPLICATIONS DUE TO ASSOCIATED GENERAL 
BODILY CONDITIONS 


Surgical Shock. The most important com- 
plication of a craniocerebral injury when it 
is present is surgical shock. This differs in no 
way from the surgical shock seen in other ma- 
jor surgical injuries except for an increased 
preponderance of associated coma. It is either 
actually or potentially present in all the major 
eraniocerebral injuries. It is ordinarily char- 
acterized by a falling systolic or persistently 
low pulse pressure, pallor, cyanosis, sweating, 
subnormal temperature, high pulse and rapid 
respiratory rate. If unconscious the patient 
will have absent reflexes and often relaxed 
sphincters. If conscious, moderate disorienta- 
tion associated with apprehension will fre- 
quently manifest itself. The cerebrospinal 
fluid pressure except in the cases of massive 
injury will be well below normal and may be 
zero. The fluid will usually be bloody because 
of the associated contusion or laceration of the 
brain. The diagnosis is provisionally made in 
the presence of any severe craniocerebral in- 
jury and confirmed by blood pressure, pulse and 
temperature readings and if necessary by the 
measurement of the cerebrospinal fluid pres- 
sure. The best treatment in my hands has been 
repeated small transfusions of blood (125- 
250 ee.), and absolute prohibition of any diag- 
nostic or therapeutic procedure that might or- 
dinarily be used to treat the associated injury 
or injuries. If compatible blood is not avail- 
able for transfusion (and it usually is not) 
50 per cent glucose given intravenously in 100 
ec. doses for adults is a satisfactory substitute 
until a donor can be obtained. Luminal in 


TABLE 3 
CoMPLICATIONS 


Ratio of Occurrence 


Living Dead Total Mortality % 


Complications (Calculable) 25 13 38 34.2 
3.1% 2.6% Dehydration 19 + 23 17.8 28.5 
0.56% Meningitis 1 4 5 80.0 
0.56% Cerebrospinal Fluid Fistula 2 3 5 60.0 
5.0% Justifiable Postoperative Infection 0 2 2 100.0 
Arteriovenous Aneurysm 1 0 1 i 0 
Aerocele 2 0 0 0 
Total Series 724 156 880 17.72 
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small doses by mouth and eaffeine sodioben- 
zoate intravenously are also of aid. In addi- 
tion, of course, the customary general thera- 
peutic measures are used. 


Toxic Dehydration. Toxie dehydration is 
commonly unrecognized as a complication of 
craniocerebral injuries. I know of no test which 
will accurately demonstrate its presence or ab- 
sence, the diagnosis depending upon clinical ev- 
idence only. It characteristically occurs with- 
in the first three or four days or between the 
tenth and fourteenth days of the receipt of the 
accident. It should be suspected whenever the 
patient becomes more and more stuporous with 
a rising temperature and at the same time can 
be shown to have a subnormal intracranial 
pressure. This suspicion will be strengthened 
if one can ascertain that there has been vomit- 
ing, profuse sweating, overheating from too 
many blankets and intentional or accidental 
limitation of fluid intake especially in uncon- 
scious patients. Its presence will be confirmed 
when the patient’s symptoms improve after the 
administration of 12,000 ec. of fluid over a 
period of forty-eight hours. This is particu- 
larly true if coincidental with the improvement, 
the intracranial pressure rises to normal or 
over, and a fluid intake and output chart dem- 
onstrates an approximation rather than a sep- 
aration of the two graphs. In the ten to four- 
teen day type the dehydration will usually be 
found ‘to have a therapeutic basis. I have 
seen it develop at this time in association with 
too vigorous use of intravenous hypertonic 
glucose, magnesium sulphate solution by rec- 
tum and injudicious restriction of fluid intake. 
It is particularly apt to occur in young chil- 
dren and after ether anesthesia in operated 
eases. Here, too, symptomatic relief follows 
adequate hydration and is associated with a 
normal or rising intracranial pressure. This 
condition occurred in this group of eases 
twenty-three times or at the rate of 2.6 per 
cent. It is not necessarily a serious or fatal 
complication but it may prove so if unrecog- 
nized or if allowed to go on untreated. The 
mortality in this series was 17.8 per cent. The 
ease history below is one of a typical case of 
toxie dehydration. 


No. 1675. This sixteen year old male was injured 
on January 16, 1935. He was in severe shock, vom- 
ited, had two convulsions and was treated with in- 
travenous hypertonic glucose during four days. On 
January 20, a lumbar puncture showed bloody 
fluid under 120 mm. of pressure. He was inconti- 
nent of urine, mildly irrational at times and for the 
rest unconscious and without localizing signs. His 
fluid under 120 mm. of pressure. He was inconti- 
pound fracture of the jaw and many contusions and 
had bled from his ears, nose and mouth. On Jan- 
uary 22 cerebrospinal fluid pressure was 
60 mm. water and the following day it was zero. 
His pulse remained as before as did the other 
signs. His fluid intake was raised to 5,600 cc. on 


the 21st, 5,420, 9,040, 7,900, 9,000, 10,080, 10,090 


for the succeeding ten days after which it was 
kept at this level until discharge ten days later, 
On January 25 he was explored on account of a 
persistently slow pulse. A shrunken dry brain with 
an empty subarachnoid space % to % inch below 
the inner surface of the skull was demonstrated. 
On the 29th his pulse rose to 70 and his lumbar 
puncture showed a pressure of 30 mm. water with 
xanthochromic fluid. On February 3, ten days 
after operation and with his fluid intake stabilized 
between 6,000 and 6,500, his cerebrospinal fluid pres- 
sure was 100, he was rational and codperative and, 
except for his fractured jaw, was normal on exam- 
ination. X-rays showed no fracture of the skull but 
a positive fracture of the jaw, his pulse ranged be- 
tween 70-80, an electrocardiogram was normal and 
he was out of bed. He was discharged to the den- 
tist, well of his cerebral complaints on February 14, 
1935, twenty-three days after admission. 


Intracranial Sepsis. In this group are gath. 
ered those cases of intracranial sepsis—all as 
meningitis—that were neither associated with 
compound fractures as described above nor with 
any other operative procedure. They occurred 
in the course of the routine treatment of the 
eases of pure brain pathology. They differed 
in no way from purulent meningitis from any 
other cause. There were five cases in all, one 
of which survived,—a mortality of 80 per cent. 
This ratio of occurrence was slightly over 14 
of 1 per cent. The ease that recovered had a 
contusion of the brain with a complicating 
fracture of the middle and anterior fossae and 
localized meningitis. The other four were as 
follows, all being associated with contusion and 
laceration of the brain:—A fracture into the 
temporal bone with extension of infection from 
the ear, a fracture of the ecribriform plate with 
extension from the nose, a fracture unspecified 
with influenzal meningitis and pneumococcus 
meningitis with no demonstrable fracture. 


COMPLICATIONS DUE TO NON-SPECIFIC LINEAR 
FRACTURES OF THE VAULT AND BASE 


Non-Complicating Linear Fractures. Non- 
complicating linear fractures are perhaps the 
most common associate of ecraniocerebral in- 
juries. They still serve as the focal point of 
medicolegal attention in the litigated portion 
of these injuries. It is only recently that there 
has been any inclination on the part of the 
medical profession to abandon their use as a 
diagnostic yardstick. Indeed I fear that the 
much beloved classical but useless distinction 
drawn between fractures of the vault and frac- 
tures of the base will never be given up. In 
general they may be distinguished from the 
complicating linear fractures by the fact that 
they are so located as to be completely outside 
the accessory para-nasal sinuses and the eavi- 
ties of the ear and mastoid. Aside from the 
fact that their presence constitutes objective 
evidence that the bone containing the fracture 
has come forcibly in contact with some station- 
ary or moving object, their significance lies in 


10,050, 7,700, 7,400, 7,100, and 6,200, respectively, 


the damage they cause to vessels and nerves 
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which have been in direct contact with them 
at the time of their formation. Of course it is 
also fair to assume that such a fracture in the 
base of the skull will have been caused by a 
ereater application of force to the head than 
a comparative one in the vertex. The most 
commonly involved of those vessels and nerves 
is the middle meningeal artery followed in 
point of frequency by any one of the cranial 
venous sinuses. Such involvement practically 
always results in either sub- or extradural hem- 
orrhage and has been sufficiently discussed 
above. Other structures that may be damaged 
in this way are certain of the cranial nerves 
including the optic, the trigeminal and in cer- 
tain instances the facial. The diagnoses in 
these cases are all too obvious and the treat- 
ment purely symptomatic. Finally the inter- 
nal carotid artery and cavernous sinus may be 
torn in association with a plain linear fracture. 
This may produce an arteriovenous fistula. One 
such ease occurred in this series and has been 
relieved of the worst of his symptoms by frac- 
tional ligation of the ipsi-lateral carotid ar- 
teries. 

It should never be forgotten that the certain 
presence of a linear fracture can never be de- 
termined short of a postmortem examination. 
X-rays are notoriously inexact even under the 
best conditions and it is well known that venous 
markings in the skull may at times mimic frac- 
ture lines to a remarkable degree. For these 
various reasons no attempt has been made in 
this series of cases to determine the ratio of 
occurrence of linear fractures of the skull. 


Complicating Linear Fractures. Those linear 
fractures that involve the region of the ear and 
mastoid or the para-nasal sinuses and ecribiform 
plate present a different problem however. Per- 
haps the most common are the fractures of the 
temporal bone which extend into some part of 
the ear either with or without involvement of 
the mastoid also. Their presence permits com- 
munication between the sterile meningeal spaces 
and the possibly infected ear cavities. This com- 
munication is certain if cerebrospinal fluid es- 
capes from the ear and is probable if there is 
any amount of bleeding from the same source. 
There may be associated damage to the 7th and 
8th eranial nerves, the drum or the labyrinth. 
Symptoms may include dizziness, unsteadiness, 
nystagmus, loss of hearing, facial palsy and loss 
of the sense of taste. Any one of these may 
be either transitory or permanent. Meningitis 
by direct extension is a possibility at any time 
up to two weeks. Treatment is to avoid all 
treatment of the ear and especially to avoid 
plugging or irrigating the canal. If there is 
an escape of cerebrospinal fluid it is vital to 
provide enough drainage by early and frequent 
lumbar punctures. This permits collapse of 
the subarachnoid space adjacent to the menin- 


geal tear. It is a fallacy, as any one can demon- 
strate for himself, to suppose that these acute 
cerebrospinal fistulae exist except in the pres- 
ence of and on account of a higher than nor- 
mal intracranial pressure. These patients do not 
decompress themselves. It has proved impos- 
sible to determine the number of such fractures 
as well as the number of patients who had a 
temporary flow of cerebrospinal fluid from the 
ear. In one case, however, the flow did last 
long enough to justify the belief that a fistula 
had formed. This case recovered, the fistula 
closing of itself. Meningitis also occurred only 
once as the result of this type of fracture. 

Fractures involving the cribriform plate or 
para-nasal sinuses while less common are much 
more serious. In either case communication 
with the nose is established. The diagnosis is 
made by x-ray, by the escape of cerebrospinal 
fluid from the nose with or without blood or by 
the demonstration of air inside the skull. By 
far the most dangerous cases are those with the 
cerebrospinal fluid rhinorrhea. The chances of 
successfully treating this by repeated lumbar 
punctures are extremely remote. Yet if it is 
not stopped promptly, meningitis is an in- 
evitable certainty. The best opinion today seems 
to be that an early operative exposure of the 
fracture and upper end of the fistulous tract 
followed by plastic closure of the dural tear is 
essential. This should be undertaken as soon as 
the patient’s condition warrants and with a full 
appreciation of its magnitude. I have done this 
three times with only one recovery. Of the 
other two, one, a child in whom the rhinorrhea 
had been present a year, died of surgical shock 
and inanition three days after the operation. 
The other died, as proved by autopsy, of ex- 
sanguination from the rupture of an aberrant 
artery in the sphenoidal sinus, the cause for 
which could not be determined. There was one 
other case which died unoperated as the result 
of a pneumococcus meningitis. 


The abnormal presence of air in the skull is 
extremely rare and associated usually with a 
fracture of one frontal sinus. The air may not 
appear for some days and then only after a 
sneeze or an attempt by the patient to blow 
his nose. Its presence indicates a communica- 
tion between the nose and the meninges and as 
such in all probability calls for operative inter- . 
ference. My personal experience is limited to 
two cases, however, both of which recovered 
completely with non-operative therapeusis. 


Comment. I cannot leave this detailed dis- 
cussion without commenting on certain perni- 
cious habits of thought and practice that seem 
to be immortal. I have discussed them in some 
detail in previous papers*: and have shown that 
they arise from ignorance of the fundamental 
well-recognized principles of cerebral physiology. 
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The first is the assumption that a decreased in- 
tracranial pressure will cause more cortical or 
intracortical bleeding. Such an assumption is 
obviously false when the close relationship be- 
tween intracranial and intravenous pressure is 
realized. It is indisputable that increased in- 
tracranial pressure in craniocerebral injuries 
leads directly to cortical and intracortical hem- 
orrhage. The way to prevent or lessen this hem- 
orrhage is to lower—not raise—the intracranial 
pressure. Ignorance or disregard of this funda- 
mental physiopathological fact is inexcusable on 
the part of any surgeon that accepts the re- 
sponsibility of treating craniocerebral injuries. 


The other matter that calls for emphatic dis- 
cussion is the use of morphin in craniocerebral 
injuries. This procedure has been denounced 
over and over again but still persists. As is 
well known to anyone with experience in this 
type of case the cause of death following cere- 
bral damage is respiratory paralysis. It should 
be equally well recognized that morphin is or 
may be a respiratory depressant. The folly 
therefore of treating an individual who is al- 
ready in grave danger of dying from depressed 
respiration by the administration of a respira- 
tory depressant is all too obvious. Morphin in 
any form should never be used where an in- 
erease in the intracranial pressure is either sus- 
pected or proved. 


Methods of Treatment. While methods of 
treatment of the fundamental pathology of 
eraniocerebral injuries vary greatly in the 
hands of each individual surgeon, there are 
certain fundamental facts that stand out. The 
first is that subtemporal decompression as a 
method of relief of increased intracranial pres- 
sure per se is practically universally disap- 
proved. Dandy'® and in certain instances 
Coleman*? are among the few. who still insist 
on its efficacy. Extradural hemorrhage, de- 
pressed fractures and most compound frac- 
tures are generally agreed upon as imperative 
indications for operative interference. Sub- 
dural hematomas are neither generally recog- 
nized nor treated in the acute form, nor will 
they be until the principle of exploratory trans- 
temporal trephination as advocated by Cole- 
man’® and me’? is more generally accepted. 
When recognized in the so-called chronic state 
their presence is also considered an indication 
for operation. For the rest, methods of treat- 
ment in general revolve around three princi- 
ples. The first and simplest is that which ad- 
vocates leaving the patient thoroughly alone 
except for keeping him in bed. This is no 
more than an overdone negativistie reaction to 
the indiscriminate operating that characterized 
the first part of this century. It is being rap- 
idly abandoned as surgeons in general arrive 
at a better understanding of the problems in- 
volved. The second would have as a basis of 


treatment, and, in most cases as the only treat- 
ment, the principle of dehydration. Fay is the 
chief exponent of this principle and has recent- 
ly published a summary of his methods and 
results*”. Despite his protestation to the con- 
trary it is apparent that even in his hands de- 
hydration alone cannot be depended upon and 
on p. 157 and following in his reprint he gives 
full directions for the treatment of his patients 
by ‘‘daily lumbar drainage’’ for from seven 
to ten days. To be sure, dehydration is car- 
ried out up to three months after discharge 
in an attempt to obviate posttraumatic syn- 
dromes, so-called, but this should constitute an 
entirely separate problem. In any event his 
‘‘dehydration treatment’’ is only partly de- 
hydration and his early results may as well be 
due to the ‘‘associated daily spinal drainage’’ 
as to the predicated shrinkage of the brain. 
The third general principle involves the use of 
decompression by lumbar drainage as the prime 
requisite. This may or may not be associated 
with added dehydration. It is not yet univer- 
sally accepted as either safe or adequate?! 2°19 
although it is by no means without authorita- 
tive supporters**®: **. I have shown by a study 
of parallel series of cases that its use definitely 
lowers the mortality rate*’. It is generally 
conceded that the fear of causing a herniation 
of the cerebellum through the foramen mag- 
num, previously justly ascribed to it on the 
basis of experience with tumors, is unjustified 
in these acute injuries. The most outspoken 
of its opponents is Dandy'® who condemns it 
completely and utterly but quotes no figures 
to support his contention. 

If one summarizes these apparently diverse 
views it is now becoming apparent that, in 
general, treatment of the acute craniocerebral 
injuries is coming to be based upon the path- 
ology present and not upon the preconceived 
notions of any one surgeon. The dehydration- 
ists are using lumbar puncture and the advo- 
cates of lumbar puncture use dehydration, 
while the ‘‘do nothings’’ as Fay has aptly 
called them are rapidly disappearing by way 
of ‘‘delayed glucose injections with insulin’’ 
or delayed lumbar drainage after 6 days.’’ 
While I do not for a moment contend that this 
‘‘eombination treatment’’ as outlined above 
is the final word, it is a long step beyond uni- 
versal subtemporal decompression, and an 
equally long step beyond masterly inactivity. 
Furthermore it can be expected to lead to even 
greater efficiency through the more universal 
adoption of the exploratory transtemporal tre- 
phination. 


The General Surgeon’s Responsibility in 
Craniocerebral Injuries. Swift** states that 


the approximate number of fractures of the 
skull which occur annually in the United 
States is around 112,000. Such figures empha- 
size what is well known, that the problem of 


4 


t 
e 
‘ 
i 


VOL. 213 
NO. 19 


CRANIOCEREBRAL 


INJURIES—MUNRO 905 


the eraniocerebral injury belongs to the gen- 
eral surgeon. That does not mean that the spe- 
cialist whether neurologist, or neurosurgeon, 
will not frequently prove indispensable to him, 
nor does it mean that in accepting these priv- 
ileges the general surgeon can ignore the re- 
sponsibilities that go with them. The first and 
most important of these responsibilities is, as 
pointed out above, to acquire the habit of mak- 


cotton and above all, an efficient suction ma- 
chine. Without these minimum requirements 
the surgery of these accident cases is fraught 
with too much danger to the patient and it is 
safer in the long run to move him to a more 
fortunate community regardless of the urgency 
of the surgery and the dangers of transporta- 
tion. 

The Maximum Permissible Mortality Rate in 


ing a diagnosis on the pathology present rather | Craniocerebral Accidents. (Table 4.) Mor- 
TABLE 4 
MAXIMUM PERMISSIBLE AND COMPARATIVE MORTALITIES 
All Cases Non-Operable Operable Complications 
Total Mor- Total Mor- Total Mor- Mor- Total Mor- 
tality tality tality bidity tality 
Permissible Maximum 15-17% 10-12% 25% 5% 34% 
Average from those below 119,734 241% 
Swift* 112,000 25% 
Munro“ 1,450 17.5% 1211 11.6% 239 47.3% 
Hospital A* 1,173 39.5% 
Kennedy and Wortis® 1,000 37.8% 37 62% 
Munro 880 17.7% 621 12.0% 259 30.8% 23.4% 38 34.2% 
Collected” 800 26.0% 
Connors and Wright™ 798 20.3% 
Coleman* 596 18.5% 
Fay” 528 20.0% 363 
Munro* 505 15.6% 376 §=—.10.9% 129 
Dandy* 2? 20% 
than on any presenting symptom. If this is| tality rates for this type of injury have varied 


done as accurately and completely as possible, 
the efficiency of the appropriate treatment will 
depend only on the surgeon’s knowledge of 
normal craniocerebral anatomy and physiology. 
Secondly, sufficient records must be kept and 
reviewed often enough to prove that treatment 
as instituted will keep the mortality rate below 
the maximum permissible limits. I am well 
aware that no such limits are at present avail- 
able and propose therefore to set up an arbi- 
trary but not necessarily final standard in the 
last section of this paper. It is sufficient to 
state here that at present the mortality of any 
numerically worth-while all-inclusive series of 
craniocerebral injuries should under no eir- 
cumstances exceed 17 per cent. 


If the general surgeon elects to treat only 
the non-operable type of craniocerebral injury 
his only other duty is to see to it that a com- 
petently trained surgeon is at hand to take 
over the care of the odd 30 per cent that do 
require operation. If, on the other hand, he 
should elect to treat all cases whether operable 
or not, he assumes the further duty of seeing 
that the hospital in which he works provides 
him with essential and proper equipment. This 
will include an adequately trained operating 
room force, such special instruments as a Hud- 
son drill, a De Vilbiss forceps, a silver clip out- 
fit, ventricular needles, rongeurs, fine silk, fine 
curved needles and appropriate needle hold- 
ers, adequate supplies of bone wax and sterile 


the past seven years between 39.5 and 15.6 per 
cent. I have taken the sum of ten series 
of 500 or more cases each as a basis for the 
average rate as it exists at present. This is 
in the neighborhood of 24 per cent on near- 
ly 120,000 cases. Although published much 
less frequently, there are certain other data 
also available which demonstrate that a large 
share of this mortality lies among the oper- 
ated cases or those that should have been 
operated upon and were not. It is in this 
group that the greatest improvement in the 
mortality rate can be looked for. Fortunately 
such a decrease will involve greater accuracy of 
diagnosis all around, which will tend to im- 
prove the figures in the other group also. How- 
ever, no change of any kind can be looked for 
unless an arbitrary standard of excellence is 
set up. Being arbitrary it can be lowered for 
cause at any time. Being a standard, figures 
that do not approximate its levels point inevita- 
bly to the fact that something has been wrong 
with the work in back of them. This should 
lead to frequent wholesome revision of methods 
of diagnosis and treatment. Such an arbitrary 
standard maximum permissible mortality is of- 
fered in the accompanying table. The figures 
are divided in accordance with the grouping 
suggested in the body of this paper. They ap- 
ply only to the acute cases of craniocerebral in- 
jury and include all cases regardless of the 
time of death after admission to the hospital or 
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the onset of treatment. They are in no sense 
final and I have reason to believe that they 
wilt be easily surpassed in the near future. 
Until they are, however, opinions in regard to 
the efficacy of any given treatment that are 
not backed up by as good or better statistical 
evidence must be looked at askance. 


SUMMARY 
1. Fourteen out of twenty craniocerebral in- 
juries do not require operation as a method of 
treatment. 
2. Of these fourteen, one will die. 
3. Of the remaining six, two will die—but all 
should be treated by operation. 
4. One ease out of forty will be sufficiently de- 
hydrated to be toxic from that cause. 
5. One out of 200 unoperated cases will have 
complicating intracranial sepsis almost certain- 
ly in the form of meningitis. 
6. One out of twenty operated cases will have 
justifiable postoperative sepsis either in the 
form of meningitis or cortical abscess. 
7. Modern treatment of the acute stages of 
craniocerebral injuries requires that both the 
diagnosis and therapeusis must be based on 
the pathology present. 
8. Any method of treatment based on these re- 
quirements is suitable providing the mortality 
and morbidity rates are kept within the per- 
missible maximum limits arbitrarily set up as 
described above. 
9. A method of treatment combining dehydra- 
tion, lumbar decompression, exploratory tre- 
phination and appropriate reparative opera- 
tive procedures is outlined. 
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THE PROGNOSTIC SIGNIFICANCE OF A SPONTANEOUS 
DIURESIS IN ACUTE OR SUBACUTE 
DISEASE OF THE LIVER* 


BY CHESTER M. JONES, M.D.,t 


T has been known for some years that there 
| exists an intimate relation between the 
movement of water in the body and _ hepatic 
activity. Until recently a disturbance of this 
relationship has been recognized largely as oc- 
curring in eases of portal cirrhosis, and rarely 
in biliary cirrhosis, with the production of 
free fluid in the peritoneal cavity. The expla- 
nation of the formation of such collections of 
ascitic fluid has largely concerned itself with 
the existence of a mechanical portal vein ob- 
struction. Textbook articles dealing with dis- 
eases of the liver have paid scant attention to 
such a disturbance in body fluid except when 
dealing with chronic diseases of the organ, al- 
though occasional mention has been made of 
the appearance of ascites during the course of 
acute yellow atrophy. In recent years scat- 
tered case reports have appeared in the liter- 
ature directing attention to the fact that in 
the presence of acute or subacute liver disease 
not only may the formation of ascites be ob- 
served but also the abnormal accumulation of 
fluid in the subcutaneous tissues and in the 
pleural cavities. With rare exceptions, how- 
ever, attention has been directed mainly to 
the existence of ascites and only casual men- 
tion has been made of the abnormal collection 
of fluid elsewhere in the body. 


Among the earlier observations, Jones and 
Minot! described the occurrence of ascites in a 
patient suffering from a severe, prolonged case 
of catarrhal jaundice. Similar cases were re- 
ported by Bauer*?, Meyer and Learner*, Root 
and others*. Ascites and edema were noted 
by Umber®, Adler®, Halita’, Voisin*, Fiessinger 
and Walter®, and others, in cases of acute yel- 
low atrophy of unknown origin. An interest- 
ing group of cases was reported by Lederer’? 
in which jaundice and anuria were associated 
with what appeared to be an acute pneumococ- 
cus infection. Seattered clinical observations 
have mentioned oliguria in simple jaundice oc- 
casionally resulting in the collection of water 
in the tissues and Adler® has commented on 
the concentration of ‘the urine and oliguria oec- 
casionally seen in cancer of the liver and he- 
patie cirrhosis. Weiss’! noted that the admin- 
istration of salyrgan to a group of normal in- 
dividuals produced a much smaller urinary out- 
put and a much less marked loss of weight 
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than in patients suffering from liver disease. 
Bauer’, Weir'*, Butsch'*, Poindexter and 
Greene'*, and others report cases of toxic dam- 
age to the liver from arsenic, carbon tetrachlo- 
ride, cinchophen, and other toxic substances, 
again reporting ascites as one of the significant 
findings. For the most part observers have paid 
less attention to the occurrence of edema than 
to the presence of ascites although a few au- 
thors, such as Damany*®, have pointed out the 
fact that even in eases of cirrhosis, peripheral 
edema may appear long before the appearance 
of ascites. We have had frequent examples of 
this clinical fact. Experimentally, Bollman 
and Mann’® have reported the production of 
ascites in animals where liver injury was pro- 
duced by toxic agents or by operative proce- 
dures, and the subsequent use of a diet rich in 
meat or meat extractives. 

In addition to the above observations, atten- 
tion has been paid to the beneficial results fol- 
lowing the production of diuresis by one or an- 
other drug in the presence of liver disease. In 
an apparently forgotten textbook article, Van 
Noorden*’ in 1888 described the increased se- 
cretion of urine seen in patients recovering 
from catarrhal jaundice. Joslin'® also noted 
such an oceurrence following the use of large 
amounts of bile salts in cases of biliary obstruc- 
tion. For the most part, however, such inter- 
est has been directed toward patients suffering 
from chronic diseases of the liver and thera- 
peutic measures have attempted to bring about 
a diuresis only when ascites existed. The suc- 
cessful production of diuresis following the use 
of such drugs as the mercurial or caffein diuret- 
ics has been considered of good prognostic sig- 
nificance in most instances. There is little doubt 
that in such chronic cases the occurrence of as- 
cites has been properly interpreted as evidence 
of disturbed liver function and the successful 
establishment of diuresis by one of various 
methods usually has been associated with at 
least a partial restoration to normal function. 
It has, long been known by experienced clini- 
cians that even in cases of severe chronic liver 
disease, ascites may disappear spontaneously 
without the use of diuretics. In such instances 
this occurrence has almost always been followed 
by a return to normal hepatie function. It 
has been obvious in such eases that the estab- 
lishment of a collateral circulation offered a 
logical explanation for the disappearance of a 
mechanically produced ascites and edema in a 
certain proportion of cases. What has been 
less obvious is the fact that other factors were 
involved if one would attempt to explain sat- 
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isfactorily the disappearance of ascites and 
edema, not only in the chronic cases but in 
the more acute conditions affecting the liver. 
One important factor which is receiving atten- 
tion at present is the level of serum protein 
and the ratio of serum albumin and serum glob- 
ulin. It is frequently true in the more chronic 
forms of liver disease that this ratio is seriously 
disturbed with an associated tendency to the 
abnormal accumulation of fiuid in the tissues 
and serous eavities. Other factors such as a 
reduced liver glycogen content, increased capil- 
lary permeability, possibly the low blood urea 
and interference with proper bile salt absorp- 
tion, are probably operative in the production 
of edema, ascites, or hydrothorax, as these con- 
ditions occur in the more acute liver diseases. 
As yet no satisfactory explanation has been 
offered which adequately correlates the abnor- 
mal physical findings and the known physico- 
chemical changes which take place in the pres- 
ence of disturbances in liver physiology. 

In the present paper we wish particularly 
to stress the prognostic importance of a spon- 
taneous diuresis occurring in acute or subacute 
diseases of the liver in the presence of obvious 
ascites, edema, or hydrothorax, and even in 
cases where there is no demonstrable evidence 
of an abnormal accumulation of fluid in the 
body. Case reports such as those referred to 
above have paid little attention to minimal ac- 
cumulations of fluid in the tissues in hepatic 
disease and little or no attention has been paid 
to the prognostic significance of diuresis oc- 
curring in patients with such disease in the 
absence of specific drug therapy. 


CLINICAL OBSERVATIONS 


The clinical material forming the basis of the 
observations recorded in this communication was 
for the most part collected from the records 
of ward patients in the Massachusetts General 


Hospital. The cases were selected only in so far 
as we attempted to procure records in which 
there was a fairly adequate measurement of 
fluid intake and urine output as noted on the 
hospital chart. Fifty cases seen in recent years 
were thus selected and included patients suffer- 
ing from infectious (catarrhal) jaundice, acute 
or subacute toxic jaundice due to arsenic or 
einchophen, one case of subacute liver injury 
due to antimony poisoning, acute and subacute 
yellow atrophy of unknown origin, cases of ob- 
structive jaundice due to mechanical blocking 
of the common bile duct and finally, cases of 
cirrhosis with an acute exacerbation of jaun- 
dice, presumably due to excessive amounts of 
aleohol. All of the cases included in this group 
were definitely jaundiced inasmuch as it was 
felt that this symptom, except in cases of me- 
chanical common duct obstruction, indicated def- 
inite parenchymatous hepatie disturbances 
which probably involved the function of the 
entire organ. The diagnosis in each instance 
was an obvious one or was substantiated by op- 
eration or by necropsy. For the most part they 
represented instances of acute or subacute liver 
injury due either to infection or to specific 
toxins. In practically every instance the usual 
laboratory studies were made but are not re- 
ported here. Table 1 indicates the duration of 
jaundice, and the presence or absence of ascites, 
edema, or hydrothorax. Treatment in every in- 
stance consisted of complete bed rest, a diet high 
in simple carbohydrates, and intravenous glu- 
cose injections in the patients who were most 
severely ill. Obviously any specific toxin known 
to be associated with the condition was with- 
drawn. Salyrgan was used in an attempt to 
produce a diuresis in a few cases which we will 
comment upon. The majority of the patients 
were seriously ill and in a certain number of 
cases a fatal outcome ensued as a direct result 
of the hepatic insufficiency. (See table 1.) For 


TABLE 1 


ANALYSIS OF 50 CASES OF ACUTE AND SUBACUTE DISEASE OF THE LIVER WITH SPECIAL REFERENCE TO THE 
APPEARANCE OF ABNORMAL ACCUMULATION OF FLUID IN THE TISSUES AND THE OCCURRENCE OF SPONTA- 


NEOUS DIURESIS 


Diagnosis Duration Ascites Edema Hydro- Spon- Outcome 
of thorax taneous 
Jaundice Diuresis 
Catarrhal Jaundice 33 days 0 0 0 ++ Recovered 
= 27 days 0 0 0 +++ = 
42 days 0 0 0 
» 21 days 0 0 0 0 = 
‘Catarrhal Jaundice— 

Diabetes 21 days 0 0 0 ++ " 
Catarrhal Jaundice 14 days 0 0 0 
Catarrhal Jaundice— 

Alcoholism 29 days 0 +44 ? + “ 
Catarrhal Jaundice— 

Diabetes 14 days 0 0 0 t+ " 
Catarrhal Jaundice 28 days 0 0 0 + . 

6 days 0 0 0 + 
Catarrhal Jaundice— 
Diabetes 30 days 0 0 0 +4 2 
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Diagnosis 


Duration 


of 


Jaundice 


TABLE 1 (Concluded) 
Ascites Edema Hydro- 


thorax 


Spon- 
taneous 
Diuresis 


Outcomes 


Catarrhal Jaundice 


Catarrhal Jaundice— 
Diabetes 

Catarrhal Jaundice 

Arsenical Jaundice 


Subacute Yellow Atrophy— 
Arsphenamine 

Subacute Yellow Atrophy— 
Cause Unknown 


Subacute Yellow Atrophy— 
Streptococcus Septicemia 


Acute Yellow Atrophy— 
Cholelithiasis 

Acute Yellow Atrophy— 
Cause Unknown 


Subacute Yellow Atrophy— 
Cinchophen 


Acute Yellow Atrophy— 
Cause Unknown 


Acute Yellow Atrophy— 
Cinchophen 


Subacute Yellow Atrophy— 
Arsphenamine 

Subacute Yellow Atrophy— 
Cinchophen 


Acute Yellow Atrophy— 
Toxic Cirrhosis 


Subacute Yellow Atrophy-— 
Toxic Cirrhosis 


Acute Yellow Atrophy— 
Alcoholic Cirrhosis 


Toxic Cirrhosis 
? Acute Yellow Atrophy 


Acute Yellow Atrophy— 
Alcoholic Cirrhosis 


Pylephlebitis 


Obstructive Jaundice— 
Carcinoma Pancreas 


Obstructive Jaundice— 
Cholelithiasis 


Cholangitis—Cholelithiasis 

Subacute Yellow Atrophy— 
Alcoholic Cirrhosis 

Alcoholic Cirrhosis— 
Subacute Yellow Atrophy 
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21 
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0 
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Salyrgan 
Diuresis 


0 


+++ 
0 


Salyrgan 
Diuresis 


0 


0 
0 


Slightly improved 


Recovered 


Little change 
Recovered 


Died 
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Died 
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Died 


Unimproved 


Relieved 
Relieved 
Relieved 


Recovered 


Recovered 
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the purposes of this communication we shall 
content ourselves with commenting upon the 
presence or absence of abnormal accumulations 
of fluid in the individual patients and the oc- 
currence of a spontaneous diuresis during the 
course of the disease. It will be noted from 
table 1 that ascites was present in ten of the 
fifty patients. Peripheral edema was noted in 
fifteen eases and hydrothorax, unilateral or bi- 
lateral, in four cases. Spontaneous diuresis was 
observed in more than two-thirds of the pa- 
tients studied. 


Some explanation is needed at this point 
concerning the expression, spontaneous diure- 
sis. With the exception of a few patients who 
were followed on the metabolism ward, routine 
measurements of fluid intake and urine output 
by student nurses were accepted as accurate fig- 
ures. Such an assumption of accuracy is ob- 
viously unwarranted as anyone who is familiar 
with routine ward work will testify. At best 
the figures are only approximations of actual 
values, inasmuch as the estimations are made 
by different individuals during the course of 
a patient’s illness and by nurses of varying 
degrees of ability. It is the purpose of the 
paper to point out that even with such approxi- 
mate measurements there was a frequent find- 
ing of increased urinary output which took 
place at some point in the course of the disease 
in those eases which progressed favorably. For 
purposes of practical clinical use it seems jus- 
tifiable to emphasize the importance of such 
gross estimations of changes in water content 
of the body as a simple method of determining 
hepatic function. In a few instances patients 
were observed on the metabolism ward where 
extremely accurate measurements were made 
and these were found to agree consistently with 
the observations made in the general wards. 
It was considered that a diuresis occurred when 
the twenty-four hour volume of urine appeared 
to be at least eighty per cent of. the estimated 
fluid intake. In many instances the urinary 
output was far in excess of fluid taken by 
mouth and administered by clysis. In patients 
suffering from milder forms of liver damage, 
evidence of diuresis might be observed only for 
a matter of one or two days but in the mre 
severe cases, particularly in the presence of 
ascites, edema or hydrothorax, it persisted for a 
much longer period of time and was associated 
with the disappearance of the abnormal accu- 
mulation of fluid. It was an interesting clinical 
fact that in many instances a very marked diu- 
resis occurred in patients showing no clinical 
evidence of edema or ascites. With the excep- 
tion of four patients who were suffering from 
an acute exacerbation of a long-standing cir- 


rhosis any diuresis noted occurred without the 


use of salyrgan or other diuretic drugs. It 
was present just as frequently in those patients 
who were treated with a high carbohydrate diet 


alone as in those patients who received glu- 
cose intravenously as an additional therapeutic 
measure. Progress in the individual cases was 
determined by observation of the patient’s symp- 
toms, the appearance or disappearance of an 
abnormal accumulation of fluid, the presence or 
absence of a mousy breath (due to acetamid), 
variation in the intensity of the jaundice, with 
corresponding changes in the color of the urine 
and stools, relief of various gastrointestinal 
symptoms, such as nausea and vomiting, and 
improvement in appetite, as well as by periodic 
laboratory tests such as the quantitative estima- 
tion of serum bilirubin and the excretion of 
bromsulphalein. Routine notes by interns 
stating that the patient was improved were ac- 
cepted in many instances as the first evidence 
of clinical improvement although many of the 
patients were observed by us_ personally 
throughout the course of the disease. With 
rare exceptions the occurrence of a spontane- 
ous diuresis was associated with definite im- 
provement in the patient’s condition. Fre- 
quently it preceded any noticeable clinical im- 
provement by several days and at times the pa- 
tient remarked that he was beginning to feel 
better even though there was no measurable 
diminution in jaundice or other evidence of im- 
provement in hepatic function. In practically 
every instance where a spontaneous diuresis of 
any degree was noted the case progressed to a 
favorable outcome as far as the immediate at- 
tack was concerned. Those patients failing to 
show a diuresis fall into two distinct groups :— 
the first, those who were only moderately ill 
and who from the day of admission to the hos- 
pital failed to exhibit signs of extreme liver 
insufficiency ; secondly, those who died as a 
result of the disease involving the liver. Where 
ascites, edema, or hydrothorax existed these 
invariably disappeared as clinical improve- 
ment progressed. Some of the more striking 
observations are given below as illustrating the 
findings in the group under discussion. 


Case 1. Female. Aged fourteen years. Diagnosis: 
Catarrhal Jaundice. 

Present Illness. Four days before admission 
acute onset of headache, malaise, nausea and vom- 
iting. Two days later the urine became dark and 
stools light colored. There was some epigastric 
pain associated with meals. 

Past History. Irrelevant. 

Physical Examination. Moderately jaundiced, pal- 
pable liver and spleen, tenderness along the edge 
of the liver, no ascites or edema. 

Laboratory Tests. Urine contained bile for sev- 
enteen days. Bile present in stools throughout 
course of the disease. Quantitative van den Bergh 
25 mgm. bilirubin per 100 ce. serum on admission, 
rising to 30 mgm. per 100 cc. and subsequently fall: 
ing to 12 mgm. per 100 cc. on discharge. 

Treatment. High carbohydrate diet and intrave- 
nous administration of glucose daily for the first 
ten days in the hospital. 

Progress. Fluid intake and output measured after 
the tenth cay. Marked diuresis noted on the six- 
teenth and twenty-fifth days after admission. Steady 
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improvement in clinical condition throughout the Fup 
course of the disease. Fluid intake and urine out- 
put are shown graphically in chart 1. cc 
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CHART 1. Catarrhal Jaundice. 
CasE 2. Male. Aged twenty years. Diagnosis: 
Catarrhal Jaundice. le 2l 29 Days 
Present Illness. Five weeks before admission] oGyarr 2. Catarrhal Jaundice. 
acute upper respiratory infection with otitis media.| Arrow indicates appearance of obvious clinical improve- 
Twelve days before admission dark urine and clay | ment. 
3600 
me 
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CHART 3. Catarrhal Jaundice. Diabetes Mellitus. 
Arrow indicates appearance of obvious clinical improve- 
ment. 


Left hand graph represents findings made on patient during 


course of catarrhal jaundice. 


Right hand graph represents 


findings made on second admission when patient was com- 
pletely free of any hepatic disorder. 


colored stools associated with anorexia and mild 
epigastric pain. Jaundice noted eight days before 
admission. 

Past History. Irrelevant. 

Physical Examination. Very deeply jaundiced in- 
dividual, liver edge just felt, tip of spleen palpable 
two fingers below left costal margin in the anterior 
axillary line. No evidence of ascites or edema. 
Urine showed large amounts 


Laboratory Tests. 


of bile throughout stay in hospital. Stools began 
to show brown for the first time the day after ad- 
mission but returned to a clay color the next day 
and continued so for eleven days, returning gradu- 
ally to normal from that point in the disease. Quan- 
titative van den Bergh on admission 23 mgm. per 
100 cc.; at peak of jaundice 37 mgm. per 100 cc.; 
on discharge 5.4 mgm. per 100 cc. 

Progress. Anorexia continued for about two 


4 
Outpu 
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weeks after admission at which time the patient re- 
marked that he was feeling definitely better. Diu- 
resis was first noted on the sixth, seventh, and eighth 
days after admission (see chart 2) and continued to 
recur during the next two weeks. A striking diu- 
resis was noted about twelve days after admission. 
At no time was there evidence of any abnormal 
accumulation of fluid. Treatment consisted entirely 
of rest and dietary measures. Patient discharged 
practically free of jaundice and with no untoward 
symptoms. 

Case 3. Female. Aged sixteen years. 
Catarrhal Jaundice, Diabetes Mellitus. 

Present Illness. Known diabetes for five years. 
Three weeks before admission cramp-like pain in 
lower abdomen with anorexia, nausea, vomiting. 
Treated in another hospital for acidosis for five 
days. Three weeks before admission acute respira- 
tory infection with chills, cough and fever. Jaun- 
dice noted day before admission to hospital. 

Past History. Irrelevant. 

Physical Examination. Well-developed and nour- 
ished girl, with moderate jaundice, acidotic breath, 
liver edge felt three fingers below right costal 
margin in midclavicular line and slightly tender. 
Spleen just palpable, tender abscess on left thigh 
(following insulin administration). 

Laboratory Tests. Urine showed positive tests 
for bile for fifteen days after admission. Stools 
clay colored for same period. Quantitative van den 
Bergh on admission 8 mgm. per 100 cc. Sixty per 
cent retention of bromsulphalein one-half hour after 
intravenous administration of dye. CO, combining 
power on admission 59 volumes per cent. Fifteen 
days after admission, van den Bergh 17.5, twenty- 
five days after admission van den Bergh 1.5 mgm. 
per 100 cc. 

Treatment. High carbohydrate diet with suffi- 
cient insulin to care for the excessive amount of 
carbohydrate. 

Progress. Patient improved rapidly although clear- 
ing of the jaundice was relatively slow. The abscess 
in the groin healed with moderate rapidity and on 
discharge the liver had returned to practically nor- 
mal size and the spleen was not palpable. Sharp 
diuresis occurred on the twelfth, eighteenth and 
twenty-sixth days although it will be noted that 
there was a very high urine output throughout the 
course of the patient’s stay in the hospital. It is 
of interest to compare the fluid intake and urine out- 
put as shown graphically in chart 3 with similar 
determinations made at a subsequent admission of 
the patient to the hospital, at which time there was 
no evidence of a striking diuresis such as was 
noted when the patient came into the hospital with 
catarrhal jaundice. It is of interest to note that in 
this group of fifty cases there were four instances 
of catarrhal jaundice associated with diahetes mel- 
litus. 

CASE 4. 
nosis: 
Cystitis. 

Present Illness. Four weeks preceding admission, 
nausea and vomiting, epigastric distress. Jaundice 
noted one week before admission. 

Past History. Acquired syphilis ten years before 
admission. No treatment until ten months before 
admission. Usual antisyphilitic therapy with ars- 
phenamine followed by bismuth and later followed 
by a second course of arsphenamine. 

Physical Examination. Deep jaundice with right 
upper quadrant tenderness and a palpable liver two 
fingers below costal margin. 

Laboratory Data. On admission stools clay col- 
ored, urine dark during first week in hospital. 
Bromsulphaiein retention 100 per cent. Quantita- 
tive van den Bergh 20 mgm. bilirubin per 100 ec, 


Diagnosis: 


Female. Aged thirty-nine years. Diag- 
Arsphenamine Jaundice, Tertiary Syphilis, 


Treatment. Rest in bed, cessation of arsenical 
treatment, and a high carbohydrate diet. 

Progress. Diuresis noted second day after ad- 
mission and again eight days after admission 
(chart 4). Complete disappearance of nausea with im- 
provement in symptoms after five days. Patient 
discharged symptom-free after two weeks with slight 
residual jaundice. During the following two weeks 


FLuip FLUID 
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Output 
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CHART 4. Arsphenamine Jaundice. 


Arrow indicates the appearance of obvious clinical improve- 
ment. 

Left and right hand graphs represent first and second admis- 
sions respectively. Right hand graph represents readings made 
on the Metabolism Ward. 


did not adhere to diet and did not rest. Nausea 
and vomiting returned in association with faint- 
ing attacks and jaundice deepened. Returned to 
hospital, again placed on high carbohydrate diet and 
given one intravenous injection of 1000 cc. 10 per 
cent glucose on the second day. Diuresis noted on 
the fourth day with associated disappearance of 
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CHART 5. Arsphenamine Jaundice. 


Arrow indicates the appearance of obvious clinical improve- 
ment. 


symptoms. Uninterrupted improvement from this 
point. No abnormal accumulation of fluid noted at 
any time. 
CASE 5*. Male. Aged thirty-six years. 
Arsphenamine Jaundice. 
Present Illness. 


Diagnosis: 
Congenital Syphilis. 
Intensive bismuth therapy start- 


*Metabolism ward. 
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ed one and one-half years before admission. Week- 
ly injections of arsphenamine for one month up 
to ten weeks before admission. Dark urine, clay 
colored stools, anorexia, epigastric burning. 

Past History. Negative except for congenital 
syphilis. 

Physical Examination. Deeply jaundiced. Liver 
edge felt 8 cm. below costal margin in midclavicular 
line, very tender, spleen felt easily. Mousy odor 
to breath. No edema, ascites, or hydrothorax. 

Laboratory Data. Van den Bergh on admission 28 
mgm. bilirubin per 100 cc. Six days later 12 mgm. 
per 100 cc. On discharge 4.0 mgm. per 100 cc. 

Treatment. High carbohydrate diet and rest. 

Progress. Beginning diuresis noted on sixth day 
after admission (chart 5) with associated improve- 
ment in appetite and freedom from nausea. Diuresis 
continued with uninterrupted improvement in clinical 
symptoms. 

Case 6. Female. Aged forty-seven years. Diag- 
nosis: Subacute Yellow Atrophy Due to Cincho- 
phen. 

Present Illness. Joint pains for some months 
preceding admission with intermittent cinchophen 
(Farastan) therapy for about four months. Acute 
respiratory infection four months before admission. 
Two months before admission, malaise, weakness 
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CHART 6. Subacute Yellow Atrophy—Cinchophen. 
—" indicates the appearance of obvious clinical improve- 
ment. 


and nausea followed one week later by jaundice 
with -clay-colored stools and dark urine. Slight 
elevation of temperature and in bed for a few days. 
For six weeks before admission up and around with 
increasing loss of strength, increasing jaundice and 
intense itching. For at least three weeks before ad- 
mission, edema of feet and swelling of the abdomen. 
Cough and pleuritic pain in left chest some weeks 
before admission. 

Past History. Unimportant except for mild at- 
— of catarrhal jaundice twenty-eight years be- 
ore. 


Physical Examination. Well-developed, fairly 
nourished, deeply jaundiced woman. Purpuric spots 
over body end excoriations from scratching. Signs 
of bilateral hydrothorax, obvious ascites and edema 
of the legs. Edge of liver felt by careful palpation 
about three fingers below costal margin and tender. 
Spleen just palpable. 

Laboratory Data. Stools brown. Urine showed 
a trace of bile. Bromsulphalein test showed 85 per 
cent retention at the end of one-half hour. Van den 
Bergh 5.5 mgm. bilirubin per 100 cc. 

Treatment. Rest in bed, removal of cinchophen, 
high carbohydrate diet, intravenous glucose 1000 cc. 
10 per cent daily for first four days. 

Progress. Marked diuresis throughout fifth to 
eighth days inclusive with a relatively high urinary 
output and again marked diuresis on the twentieth 
day (chart 6). Loss of twenty-four pounds in body 
weight in ten days with associated improvement in 
symptoms and rather rapid disappearance of edema 
and ascites. At the end of three weeks liver and 
spleen not palpable. On discharge van den Bergh 
showed 3.5 mgm. bilirubin per 100 cc., bromsulphalein 
test showed 25 per cent retention at the end of half 
an hour. Subsequent course was one of gradual but 
continuous improvement as determined by symp- 
toms and laboratory data. 


Case 7. Female. Aged forty-six years. Diagno- 
sis: Subacute Yellow Atrophy—Cinchophen. 

Present Illness. Five years before admission 
painful, swollen knees following an acute infection. 
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CHART 7. Subacute Yellow Atrophy—Cinchophen. 
Arrow indicates the appearance of obvious clinical improve- 
ment. 


Treated by local applications and an “expensive 
medicine”’,* nature unknown. Six weeks later de- 
veloped nausea, vomiting, and jaundice and lost 
weight. Entered another hospital and after six 
weeks of rest and a high carbohydrate diet was 
discharged relieved. Apparently in good health 
until one month before admission when patient 
complained of right shoulder pain. In three days she 
took Atophan tablets followed in three weeks by 


*Probably a cinchophen derivative. 
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dark urine, anorexia, weakness, nausea and vomit- 

ing and obvious jaundice. 
Past History. Irrelevant. 
Physical Examination. 

edge palpable, slightly tender. 


Deeply jaundiced, liver 
Tip of spleen just 


felt. No edema, ascites or hydrothorax. 
Laboratory Data. Stools light brown. Urine con- 
tained bile on admission examination. Van den 


Bergh 12.5 mgm. bilirubin per 100 cc., gradually in- 
creasing over a period of three weeks to 42 mgm, 
per 100 cc. 

Progress. One week after admission moderate 
diuresis noted (chart 7). Twelve days after admis- 
sion marked diuresis associated with gradual im- 
provement in symptoms, return of appetite, diminu- 
tion of vomiting, and gradual but steady improve- 
ment from this point on, although no decrease in the 
jaundice was noted until one month after admission. 

CasE 8*. Female. Aged fifty-six years. Diagnosis: 
Granuloma Inguinale. Subacute Yellow Atrophy due 
to Antimony. 
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CHART 8. Liver Damage Due to Antimony Poisoning. 
Arrow indicates the appearance of obvious clinical improve- 
ment. 


Present Illness. Admitted to Skin Service five 
months previously with a diagnosis of granuloma in- 
guinale, semi-weekly injections since admission. 
One month prior to admission to the medical ward, 
anorexia, nausea and dizziness following medica- 
tion. One week later dark urine with jaundice ap- 
peared, nine days before transfer to medical ward. 

Past History. Essentially negative. 

Physical Examination. Well-developed and nour- 
ished, deeply jaundiced. Granuloma inguinale le- 
sions and liver easily palpable. 

Laboratory Data. Urine contained a large amount 
of bile. Stools light brown. Van den Bergh on ad- 
mission 23 mgm. per 100 cc. At discharge 25 days 
later 6.4 mgm. per 100 cc. 

Treatment. Rest, omission of tartar emetic treat- 
ment, high carbohydrate diet. 

Progress. Disappearance of nausea and vomiting 
and return of appetite one week after admission in 


*Metabolism Ward. 


association with the appearance of moderate diu- 
resis. Marked diuresis noted on the thirteenth day 
and this persisted with a still more striking increase 
up to the nineteenth day (chart 8). Continuous 
and rapid improvement in symptoms. At no time 
was there any evidence of abnormal accumulation 
of fluid in the tissues or serous cavities. 

CasE 9. Female. Aged thirty-nine years. Diag- 
nosis: Acute Yellow Atrophy, cause unknown. 

Present Illness. Insidious onset of anorexia for 
some weeks before admission. Much more marked 
two and one-half weeks before admission with ac- 
tual distaste for food. Five days before admission 
painless jaundice with dark urine and clay-colored 
stools. 

Past History. Negative. 

Physical Examination. Well-developed and fairly 
nourished woman with deep jaundice. Liver edge 
felt two fingers below right costal margin in mid- 
clavicular line and slightly tender. Spleen just 
palpable. 

Laboratory Data. Van den Bergh on admission 
was 16 mgm. bilirubin per 100 cc., six weeks after 
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CHART 9. Acute Yellow Atrophy. 
Arrow indicates the appearance of obvious clinical improve- 
ment. 


38 


admission (at discharge) 14 mgm. per 100 cc. Stools 
clay-colored for first ten days. Urine continued 
to show very slight quantities of bile at discharge. 

Treatment. Continuous rest in bed, moderately 
high carbohydrate diet which patient was practical- 
ly unable to take until real clinical improvement set 
in, constant intravenous glucose for sixteen days, 
after which it was discontinued because of throm- 
bosis of all available veins. High carbohydrate 
diet from then on. 

Progress. Patient became rapidly more jaundiced 
and anorexia, nausea and vomiting increased. Liver 
diminished in size and her condition was steadily 
becoming worse during the first two weeks on the 
ward. Ascites thought to be present toward the 
end of this period and definite pitting edema of 
the ankles. At about the time that further intrave- 
nous treatment became impossible because of throm- 
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posis of the veins, a definite diuresis occurred (chart 
9) and coincidentally the patient’s appetite began to 
return and the nausea commenced to disappear. 
From this point on it was possible to feed the 
patient adequate amounts of food by mouth and 
within five days there was a complete disappear- 
ance of edema and all signs of ascites had vanished. 
At this point the patient began to improve strik- 
ingly, her appetite was good and there was no dif- 
ficulty thereafter from any gastrointestinal symp- 
toms. Two months after admission patient was 
discharged, still jaundiced but apparently progress- 
ing favorably. Patient subsequently had a complete 
return to normal health so far as could be ascer- 
tained by the usual clinical measures or by any liver 
function tests. 

Case 10. Male. Aged forty-three years. 
nosis: 2 Cirrhosis of the Liver, 
Atrophy. 

Present Illness. Two months before admission pa- 
tient was operated on because of sharp right lower 
quadrant pain and the appendix was removed. At 
the time it was noted that there was much free 
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CHART 10. The above graphs illustrate the findings in two 


fatal cases of acute yellow atrophy. 


fluid in the abdomen. Rise in temperature, day fol- 
lowing operation and constant fever until present 
admission to the Massachusetts General Hospital, 
associated with great weakness. Swelling of the 
abdomen was noted followed by jaundice and clay- 
colored stools. The patient complained of dull ach- 
ing pain over the entire abdomen. 

Physical Examination. Deeply jaundiced indi- 
vidual with obvious ascites and a few distended 
veins on the abdominal wall. Slight pitting edema 
of the lower extremities. After abdominal para- 
centesis it was possible to palpate the left lobe of 
an enlarged liver just above an epigastric hernia 
and in addition the tip of the spleen was felt two 
centimeters below the left costal margin. 

Laboratory Data. Van den Bergh on admission 
was 16 mgm. per 100 cc.; five days later 23 mgm., 


eight days after admission 30 mgm. Bromsulphalein 
retention on admission 100+ per cent. Tyrosin 
crystals found in urine a few days after admission. 

Treatment. Rest in bed. High carbohydrate diet 
during the first days of stay in hospital and daily 
intravenous injections of ten per cent glucose. 

Progress. Jaundice and ascites increased rapidly. 
Patient went downhill steadily, became irrational 
after a few days, finally sank into a deep coma and 
died thirteen days after admission. No diuresis 
noted. 

It is of incidental interest that sharp abdominal 
pain associated with acute yellow atrophy may sim- 
ulate an acute surgical emergency and only at op- 
eration may the underlying condition be determined. 


Case 11. Male. Aged sixty-three years. Diag- 
nosis: Acute Yellow Atrophy, cause unknown. 

Present Illness. Four weeks before admission 
joint pains lasting for one week with onset of con- 
stipation, occasional vomiting after meals, marked 
anorexia and weakness. For three weeks before ad- 
mission dark urine, clay-colored stools and clinical 
jaundice. 

Past History. Unimportant. 

Physical Examination. Very sick, underweight 
deeply jaundiced individual with mousy breath, liver 
edge not palpable. Ascites and edema. 

Laboratory Data. On admission the urine con- 
tained bile. Stools were light colored. Admission 
van den Bergh showed 22 mgm. bilirubin per 100 
cc. which on the following day increased to 26 mgm. 


per 100 cc. Bromsulphalein retention 100+ per cent 
at the end of one-half hour. Further determinations 
not made. 

Treatment. 


Patient was obviously extremely ill 
from the day of admission and intravenous glucose 
was administered daily, 1000 cc. 10 per cent glu- 
cose a day for nine days. In addition an attempt 
was made to feed him a high carbohydrate diet by 
means of a nasal catheter. 


Progress. Patient became comatose after about 
the third day and went steadily downhill and died 
thirteen days after admission. It will be noted 
from the graph shown on the right side of chart 
10 that with the exception of a transient rise in 
the output of urine on the ninth day there was no 
diuresis during the patient’s stay in the hospital. 


The following case (chart 11) is presented as 
an example of chronic liver disease (alcoholic 
cirrhosis) with a superimposed acute exacerba- 
tion of liver injury whieh probably could be 
termed acute yellow atrophy. The acute phase 
of the disease was treated by the use of all the 
various measures indicated in the treatment of 
serious liver disease. Diuresis was obtained after 
the repeated administration of salyrgan and was 
In contrast to the spontaneous diuresis noted in 
the preceding cases. . With the excretion of 
larger amounts of urine following each adminis- 
tration of salyrgan there was clinical improve- 
ment in the condition of the patient but not 
until a marked spontaneous diuresis occurred 
did consistent improvement take place. 


CAsE 12. Male. Aged thirty-eight years. Diag- 
nosis: Alcoholic Cirrhosis of the Liver and Sub- 
acute Yellow Atrophy Due to Excessive Alcohol. 

Past History. Essentially negative except for a 
mild attack of catarrhal jaundice twenty years be- 
fore. Patient has been an exceedingly heavy drinker, 
using at least a quart of alcohol daily. Two years 
before present illness he developed a crippling per- 
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ipheral neuritis which incapacitated him for a year, 
during which time he stopped drinking. At the 
end of a year he resumed his accustomed alcoholic 
intake which he maintained until the beginning of 
the present illness. 

Present Illness. Without any particular warning, 
after an unusually large intake of distilled liquor, 
the patient became sick with marked malaise and 
the rapid onset of jaundice. This persisted for one 
week and was followed by the rapid development of 
coma and sudden increase in the size of the abdo- 
men and legs due to ascites and peripheral edema. 
For two weeks there was slight elevation of tem- 
perature. Patient practically unconscious for the 
first two months of his illness. During this time 
tyrosin and leucin were found in the urine on many 
occasions. There was a marked acidosis with 
the CO, combining power dropping to 30 vol. per 
cent and remaining at that level for two months. 


Four LBS 


190 
cc 


3600}180 
170 


2400 


cites, pitting edema of the hands, sacrum, thighs, 
legs, and some apparent edema of the face, bilateral 
pneumothorax, splenic friction rub and purpura. 
Ballottement revealed an extremely hard, nodular 
liver, the edge of which was demonstrable one hand 
breadth below the costal margin from the right ax- 
illary line to the left midclavicular line. After tap- 
ping, the spleen was easily palpable four fingers 
below the costal margin. 

Laboratory Data. Red count 2,990,000. Bromsul- 
phalein retention 40 per cent. Van den Bergh 2.5 
mgm. bilirubin per 100 cc. Urine bile +. Stools 
clay color. Because of the difficulty of intravenous 
medication no further attempts were made to study 
liver function by laboratory tests. 

Treatment. Rest in bed, as high a carbohydrate 
diet as patient could take, limitation of fluid to 
1200 cc., repeated injections of salyrgan, transfusion 
and intravenous glucose therapy and one abdominal 


‘ 
1200 4® 
INTAKE 
165 175 185 195 205 Days 
CHART 11. Alcoholic Cirrhosis,—Subacute Yellow Atrophy. 


At the points marked S on the chart 2 cc. of salyrgan was 
given intravenously with a striking temporary response. A 
severe transfusion reaction occurred at the point marked T 


and was followed by a period of anuria. 


Two large injections 


of 25 per cent glucose were given at this point with the pro- 
duction of a marked diuresis which persisted for many days 
in sharp distinction to that following the use of salyrgan. 


Abdominal drainage by paracentesis was necessary 
at intervals of about ten days. Jaundice increased 
rapidly for one month and then very gradually 
dropped to a lower level where it continued 
for the following three months. An anemia rang- 
ing between two and three million red cells per 
cubic millimeter was encountered after the end of 
the first month. 

Treatment was persistent and heroic and con- 
sisted in almost daily intravenous injections of 
glucose totaling between 100 to 200 grams a day. 
Bicarbonate of soda was given intravenously in ad- 
dition to the glucose at the time of the most pro- 
found acidosis. Transfusions were employed on 
several occasions during the first four months of 
the illness. Salyrgan with and without the use of 
ammonium chloride was tried on several occasions 
without any response. At the end of two months 
the patient showed definite signs of improvement, 
became oriented and was able to take moderate 
amounts of food by mouth. At the end of five months 
he had improved sufficiently so that he was moved 
to Boston, where he came under our care. 

Physical Examination. (Five and one-half months 
after onset of present illness.) An emaciated, mod- 
erately jaundiced individual with tremendous as- 


paracentesis. It will be noted from the accompany- 
ing chart that each administration of salyrgan was 
followed by an increasingly marked diuresis. The 
abdominal paracentesis was performed when the 
patient was first seen and although there was a 
definite return of ascites over the course of a 
month no further taps were performed. Because of 
the existing anemia it was decided to transfuse the 
patient again, one month after he was first seen. 
A citrate transfusion was given followed by an 
immediate unexplained transfusion reaction with 
resulting increase in jaundice and complete anuria. 
The patient’s condition became very critical although 
he had been gradually improving up to this point. 
Two injections of 25 per cent glucose were admin- 
istered within twenty-four hours and were followed 
by a sharp diuresis which persisted for a period 
of three days with rapid disappearance of the 
ascites and drop in weight. His appetite returned 
at this point and steady improvement continued 


without interruption. Another period of spontaneous 
diuresis was noted about ten days later and from 
then on the patient made an uninterrupted recovery 
from the point of view of acute liver insufficiency. 
His jaundice practically disappeared, the ascites and 
hydrothorax completely disappeared and there was 
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no further peripheral edema. The purpura had pre- 
viously passed. Hepatic and splenic enlargement 
and a pleural friction rub persisted but the patient 
was able to be up and around and led a fairly active 
existence for one year. At the end of this period 
while he was still showing gradual clinical im- 
provement he contracted an acute respiratory in- 
fection and died in a few days. 


A graphic description of fluid intake and urine 
output with corresponding changes in weight is 
shown in the accompanying chart. It will be noted 
from the chart that there is a striking difference 
between the diuresis obtained after the use of 
salyrgan and that observed as a spontaneous occur- 
rence after the transfusion reaction. Lasting clini- 
cal improvement did not occur until a prolonged 
spontaneous diuresis had occurred. 


DISCUSSION 


It is obvious from the preceding charts that 
a definite diuresis occurred in a group of pa- 
tients suffering from severe acute and subacute 
liver disease due to various causes. As previ- 
ously noted (table 1) a similar diuresis was ob- 
served in three-fourths of a group of fifty pa- 
tients seen at the Massachusetts General Hospi- 
tal during recent years. Absence of an increased 
urinary output was seen only in the relatively 
mild cases which improved rapidly or in those 
eases which did not respond to treatment and 
which came to a fatal termination. The degree 
of diuresis varied in individual cases and as a 
rule was less in those patients who presented 
no elinieal evidence of edema, ascites, or hydro- 
thorax. Such a finding was obviously to be ex- 
pected but it is of extreme interest to note that 
in many individual cases a pronounced and pro- 
longed increase in urinary output occurred dur- 
ing the period of clinical improvement, even in 
the absence of any evidence of an abnormal ac- 
cumulation of fluid in the serous cavities or in 
the tissues. In a large majority, such sponta- 
rieous increases in urinary output were associ- 
ated with rapid improvement in all symptoms 
and at times the change was extremely strik- 
ing once diuresis was established. Occasional- 
ly diuresis occurred as long as a week before 
any favorable change was noted but more fre- 
quently it immediately preceded the patient’s 
improvement. There seemed to be no particu- 
lar difference in the degree of diuresis obtained 
in those eases treated by rest and diet alone 
and in those which received additional therapy 
by intravenous glucose. It is of interest to note 
that in association with the diuresis following 
salyrgan, clinical improvement may not be an 
associated finding. 


In only three out of thirty-seven cases show- 
ing diuresis during the course of the disease 
was there a failure to improve. In all the other 
cases improvement was continuous following the 
establishment of a real diuresis and the patient 
either recovered completely or at least entirely 
recovered from the acute liver injury even 


though there remained some permanent damage 
to the liver. The nature of the acute or sub- 
acute liver injury seemed to have no relation 
to the patient’s ability to establish a diuresis 
and it seems highly probable that the occur- 
rence of this phenon::non was associated direct- 
ly with an improven:*at in the function of a 
previously abnormal liv«:. 

It is not within the s°ope of this paper to 
discuss possible physiolo,ical changes taking 
place in association with this diuresis. As pre- 
viously indicated, many factors undoubtedly 
play a role in the abnormal accumulation of 
fluid as well as its removal during the different 
phases of liver disease. There can be no doubt, 
however, that following the removal of specific 
toxins, if they existed, plus rest and appropri- 
ate glucose therapy, hepatic efficiency was in- 
creased and concomitantly there was a shift in 
fluids from the tissues or serous cavities to the 
blood stream with the ultimate establishment 
of diuresis. Because of the fact that diuresis 
may occur even in the absence of obvious fluid 
accumulation it is highly probable that in most 
eases of serious acute liver injury edema of the 
tissues is nearly always present although it may 
not be clinically demonstrable. We believe that 
the finding of such a shift in body fluids offers 
an excellent means of demonstrating changes in 
liver function and may be used clinically as a 
valuable prognostic aid in patients suffering 
from liver disease. We wish to stress the prob- 
able difference between the diuresis frequently 
noted after the use of salyrgan and that oc- 
curring without the administration of diuretic 
drugs. In the cases showing a spontaneous 
diuresis, prolonged clinical improvement appar- 
ently is a much more consistent result. This is. 
well shown in the ease illustrated by chart 11. 

Of the various liver function tests that are 
at present in general use, few if any are of 
prognostic vaiue unless repeated frequently 
throughout the course of the disease in order 
to obtain comparative determinations. The 
progress of a given case may be adequately fol- 
lowed by observations on the course of the jaun- 
dice, variations in the retention of the dye, vari- 
ations in galactose tolerance, and the like, but 
frequently these tests fail to give an adequate 
basis for prognostication. Recent studies by 
Jones and Fish’ indicate that single determina- 
tions of a plasma fatty acid curve following 
the administration of adrenalin at times have 
real value for determining the future progress 
of a given case. All of the tests that have been 
devised to date require adequate and sometimes 
complicated laboratory facilities, such as are 
usually available only in hospitals and large 
medical centers. It is particularly for this rea- 
son that we have felt the importance of noting 
the appearance of a spontaneous diuresis in pa- 
tients suffering from various acute or subacute: 
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pital bedside. We believe that the observations 
recorded above warrant the significance that 
we have attached to such a procedure as being 
one of real clinical and prognostic interest. 
When it occurs, we believe the appearance of a 
spontaneous diuresis in cases of serious liver in- 
jury nearly always means a fairly rapid and 
continuous change for the better in the patient’s 
condition provided adequate treatment is main- 
tained. As a clinical sign it should be looked 
for and used as a prognostic guide. 


SUMMARY 


(1.) We have discussed the common occurrence 
of abnormal accumulations of fluid in pa- 
tients suffering from acute and subacute 
diseases of the liver. 


(2.) In a relatively unselected group of pa- 
tients suffering from acute and subacute 
hepatic disorders we have noted the ap- 
pearance of what may be called a spon- 
taneous diuresis in a large proportion of 


cases. 


(3.) Following the appearance of such a phe- 
nomenon we have found almost invariable 
and continuous ¢linical improvement. 

(4.) We suggest the simple determination of 
fluid intake and urine output by ordinary 
measurements as a means of noting the 
appearance of such a diuresis and believe 
that such a test constitutes a simple and 
adequate means of determining prognosis 


in such eases. 
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MYXEDEMA HEART 
Report of a Case 


BY JULIAN C. GANT, M.D.* 


LITERATURE 


HE literature on the subject of the so-called 
‘‘Myxedema Heart’’ has been accumulating 
since Zondek’s'! original paper published in 
1918. The American literature begins with 
the report of a striking case by Fahr® in 1925. 
The findings of these original observers have 
been confirmed by a number of writers. No 
attempt will be made to review the literature 
in this brief report as several excellent reviews 
have been given recently*:**. In the earlier 
papers there was considerable difference of 
opinion with reference to the ‘‘Myxedema 
*Gant, Julian C.—Assistant in Medicine, Massachusetts Gen- 


eral Hospital. For record and address of author see “This 
Week's Issue,”’ page 935. 


Heart.’’ At present, however, there seems to 
be a uniformity of opinion on the existence of 
a cardiac syndrome characteristic of myx- 
edema. The generally enlarged heart, with 
characteristic electrocardiographic changes 
which return to normal after thyroid therapy, 
has been described by a number of writers. 
While the mechanism by which these changes 
are produced is not clearly understood, the ex- 
istence of this syndrome is no longer ques- 
tioned. 

There is some difference of opinion on the 
point of the frequeney of congestive failure in 
uncomplicated myxedema. The observers at the 
Thyroid Clinie of the Massachusetts General 
Hospital’ feel that failure is relatively rare and 
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when present may be due to some complicating 
factor. Fahr? and others believe that conges- 
tive failure is frequent in the absence of com- 
plications. The frequency with which the elec- 
trocardiographie changes occur is another con- 
troversial point. Ohler and Abramson‘ found 
the changes in 62 per cent of these cases while 
Lerman, Clark and Means® find these changes 
to be an essential part of the picture in 100 
per cent of the cases. The presence or absence 
of pericardial effusion in this condition is as 
yet an unsettled point. Means’ points out the 
possible explanations of the cardiac enlarge- 
ment as being hypertrophy, pericardial effusion, 
edema and dilatation. He states that pericar- 
dial effusion is possible but the x-ray appear- 
ance is against it. On the other hand Gordon® 
reported a case where a large amount of fluid 
was withdrawn from the pericardium with a 
consequent reduction in the size of the heart 
shadow. This suggests that a pericardial effu- 
sion may account for the major part of the 
apparent enlargement of the heart. This would 
also account for the extreme sluggishness of 
heart action as seen under the fluoroscope. This 
sluggishness seems out of proportion to the 
size of the pulse and the degree of pulse pres- 
sure. It would seem reasonable to suppose that 
a pericardial effusion as well as an interstitial 
edema might be present in all cases in varying 
degrees. The question can only be settled by 
more pericardial taps and when more autopsy 
material is available. 

So far as I know only two eases of auricular 
fibrillation occurring in myxedema heart have 
been previously reported. The first was re- 
ported by Walker®. In his case thyroid therapy 
had no effect on the fibrillation, but no cause 
other than the myxedema could be found for 
the fibrillation. Quinidine was not tried. The 
other case of auricular fibrillation was given in 
the series reported by Ohler and Abramson‘. 
In this patient sinus rhythm was restored by 
the giving of thyroid alone. 

The case reported here is a striking exam- 
ple of reduction in size of the heart. So far as 
I am able to determine, there are but three pre- 
viously recorded cases where the shrinkage in 
size was equal to or exceeded the one given here. 
The first was the original case of Fahr’s? and 
from the same clinie Davis'® published another 
one in 1931. The third is in the series of Ler- 
man, Clark and Means* appearing in 1933. 


CASE REPORT 


The patient was a white female, aged sixty-six, 
complaining chiefly of general weakness, sleepi- 
ness and sluggishness. She had been a delicate 
child, but had worked very hard as a young woman. 
Measles and whooping cough were the only child- 
hood diseases. At the age of twelve she had had 
night-sweats. There were three normal pregnan- 
cies at the ages of eighteen, twenty-two and thirty- 
four. She enjoyed her best health during the 
five years following the birth of the third child. 


Twenty-five years ago (1910) the uterus was removed 
because of a fibroid tumor, and at the same time 
one ovary and half the other were taken out. The 
definite decline in health dates from the time the 
teeth were removed eight years ago. There was 
considerable hemorrhage following the extractions, 
resulting in a weakness from which she did not 
recover. The general weakness and lethargy were 
progressive but became much more _ noticeable 
to the patient and her family two years ago. At 
that time she had a “lump in the neck” which 
caused a sore throat and difficulty in swallowing. 
The lump disappeared after about ten months. There 
has been no recurrence. The typical complaints 
of a myxedema patient were present; she “did not 
enjoy anything,’ was unable to read and had no 
interest in her friends or her church. Concentra- 
tion and memory were almost nil. While the skin 
had always been dry it had been much worse dur 
ing the past two years. The hair had become 
brittle and there had been marked thinning. She 
was always cold, requiring an excessively warm liv- 
ing room and added clothing. The family had no- 
ticed the change in facial expression and marked 
slowness of speech and motion. As she put it, 
she just “wanted to be completely lazy’. There 
was much indigestion and the appetite was rather 
poor. Her bowels were sluggish and the use of 
cathartics necessary. She was not overweight and 
there had been no significant change in weight. 
Dyspnea, while not distressing, was very definite. 
There was no orthopnea, no cough or precordial 
pain. There was a moderate amount of swelling 
of the ankles. 


Physical examination revealed many of the typi- 
cal signs of myxedema. Motion and speech were 
slow in the extreme. The face was pale, waxy and 
mask-like. There was the usual puffiness around 
the eyes with the narrowing of the palpebral an- 
gles. The hair was dry and brittle and there was 
a near baldness on the top of the head. The skin} 
was dry and scaly; this was very conspicuous on 
the arms where scales several mm. in diameter 
could be peeled off. No abnormality of the thyroid 
was found. Persistent crepitant rales were heard 
at both lung bases. The heart was markedly ehn- 
larged to percussion both to the left and right. 
Heart sounds were very distant and no murmurs 
were heard. The systolic blood pressure was 150 
mm. and the diastolic 80 mm. The abdomen was 
rather prominent but no definite evidence of fluid 
could be made out. There was a moderate amount 
of pitting edema of the ankles. The cardiac en- 
largement was confirmed by fluoroscopic examina- 
tion and the heart action was noted to be very slug- 
gish. 

There was a moderate degree of secondary ane- 
mia, the hemoglobin being 60 per cent, red blood 
cell count 3,480,000 and the white cell count 3,850. A 
teleroentgenogram of the heart showed general 
enlargement, the transverse diameter being 18.2 cm. 
and that of the chest 24 cm. The electrocardiogram 
showed auricular fibrillation with a ventricular rate 
of 60. The T waves were iso-electric and the QRS 
complexes were low. There was no abnormal axis 
deviation. The basal metabolism was minus 46 
per cent. 


The patient was put on bed rest and started on 
%4 gr. thyroid substance (Armour’s) daily. The 
dose of thyroid was increased by %4 gr. every three 
days. When the thyroid dosage reached 3 ers. daily 
the patient became increasingly nervous, making 
necessary a reduction in the daily dose. Eight 
weeks after starting treatment the patient took 
cold and also developed marked anorexia and some 
nausea. At this time the dose of thyroid was still 
further reduced to 1% gers. daily. After this epi- 
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sode her appetite improved and she gained strength 
more rapidly. During this period the systolic blood 
pressure varied from 120 to 150, the diastolic rang- 
ing from 50 to 80. 

Five and one-half months after the first observa- 
tions were made she entered the hospital for the 
second series of observations. The accompanying 
photographs show the marked change that had 
taken place. The thin brittle hair had been re- 
placed by thick, brown hair with normal texture. 
The eyes were bright and the mask-like, waxy ap- 


Date: December 5, 1934. Serial No. 232. 

pearance had entirely disappeared. The skin was 
smooth and of fine texture as contrasted with the 
coarse scaly skin previously seen. She was alert, 
responding readily to questions and conversing in- 
terestedly. A moderate amount of general weak- 
ness still persisted but other than this the old com- 


plaints had disappeared. The appetite was good 
and the bowels functioned normally. She was ac- 
tive and quick motioned. Her family and friends 
recognized her as an entirely changed individual. 

The second teleroentgenogram showed that the 
transverse diameter of the heart had decreased by 6 
cm. and there was no evidence of congestive failure, 


Date: May 21, 1935. 


Serial No. 273. 


the lungs being entirely clear. The cardio-thoracic 
ratio was normal. The electrocardiogram showed that 
normal rhythm had been restored. The rate was 
90. The voltage was normal and the T waves were 
upright in all leads. There was a slight degree of 


intraventricular block and the QRS complex was 
The basal metabolism was 


widened to .12 sec. 
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minus 13% per cent. Her weight was 103 lIbs., this 
was 15 Ibs. less than her weight 5% months pre- 
viously. During the entire time the patient had 
been taking liver and iron (Lextron, Lilly) for the 
anemia. The hemoglobin was 65 per cent and the 
red cell count was 3,780,000. 


DISCUSSION 


This report adds to the literature one more 
ease of congestive heart failure associated with 
myxedema. That congestive failure was pres- 
ent is shown by the dyspnea and peripheral 
edema with the pulmonary congestion shown 
both by auscultation and x-ray. Part of the 
gross enlargement here shown is no doubt due 
to the dilatation usually accompanying conges- 
tive failure. In this case the picture may not 
be due to uncomplicated myxedema, in view of 
the persistent intraventricular block and rather 
rapid heart on only 1% grs. of thyroid sub- 
stance. However, the fact that the patient is 
now active without any signs of failure suggests 
that myxedema is the added factor responsible 
for the heart failure. 


Myxedema as one of the causes for auricular 
fibrillation is suggested by this case. This seems 
strange in view of the frequency of this ar- 
rhythmia in hyperthyroidism. That normal 
rhythm was established coincidentally with the 
giving of thyroid in this case is a fact worth 
noting. The possibility of it being a coinci- 
dental finding is recognized. 


This report again emphasizes two other points 
brought out several times in the literature: 
First, myxedema must be thought of in the 
normal and even underweight individual, as 
well as the obese. Secondly, thyroid must be 
given cautiously in these individuals. While 
it may be necessary gradually to increase the 
dose up to 3 or even 4 grs. daily to rid the 
patient of all the signs of myxedema, the main- 
tenance dose will usually be small. If an er- 
ror is made it should be made on the side of 
caution. In cases with cardiac complications 
it is safer to maintain a basal metabolic rate 
of -15 to 20 per cent rather than bring them 
up to the theoretical normal. 
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MASSACHUSETTS STATE HEALTH COMMISSION 


BY FRANK KIERNAN, A.B.* 


CTING under authority of Chapter XI of 
the Resolves of 1935, Governor James M. 
Curley on August twenty-first appointed the 
Massachusetts State Health Commission to make 
a study and proposed revision of the public 
health laws and practices of the Commonwealth. 
The last study of this kind was made by Mr. 
Lemuel Shattuck in 1850. Mr. Shattuck’s re- 
port, which is now a rare and historic document, 
described the public health practices and regula- 
tions of his day and made recommendations 
for improving them. Among the major recom- 
mendations of his report were the following: 
the appointment of a state health officer, the 
appointment of a State Board of Health, a revi- 
sion of the laws relating to health, a record of 
vital statistics in the Health Department, and 
the establishment of a school of nurses at the 
Massachusetts General Hospital. He also advo- 
cated reforms in industrial hygiene and pointed 
out the growing menace of pools of stagnant 
water adjacent to mill ponds. 
In the eighty-five years which have passed 


*Kiernan, Frank—Executive Secretary, Massachusetts Tuber- 
culosis League, Inc. For record and address of author see 
“This Week’s Issue,’’ page 935. 


since the Shattuck report much legislation af- 
fecting health, especially in recent years, has 
been enacted into law. Practices ‘and procedure 
of public health useful ten, twenty, or fifty years 
ago have in the course of time become inade- 
quate to meet the complexities of modern life. 
New laws have often been added to the statute 
books without sufficient thought as to their in- 
tegration as part of the rational legal system 
for public health. Practices have grown up to 
meet current needs without sufficient planning 
as to the réle they will ultimately play in the 
whole scheme of public health. For these rea- 
sons a revision of the laws and practices has 
been in the minds of public health officials for 
several years. As far back as the administra- 
tion of Dr. Eugene Kelley as State Commis- 
sioner of Public Health, and later in the ad- 
ministration of Dr. George H. Bigelow, the sub- 
ject was discussed. 

In October, 1934, the Massachusetts Central 
Health Council, an organization composed of 
fifteen public and private, state-wide health agen- 
cies, crystallized opinion on this subject and ap- 
pointed a committee to initiate the movement to 
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secure affirmative action. Professor Curtis M. 
Hilliard, President of the Council, appointed for 
this purpose the following committee: 


Dr. Wilson G. Smillie, Chairman 
Dr. Henry D. Chadwick 

Dr. Francis P. Denny 

Mrs. Leslie B. Cutler 

Prof. Curtis M. Hilliard 

Dr. William H. Robey 

Dr. Charles F. Wilinsky 

Dr. Gaylord W. Anderson 

Mr. Frank Kiernan 


Dr. Charles F. Wilinsky, Deputy Commis- 
sioner of Health of the City of Boston, and 
Director of the Beth Israel Hospital, was Chair- 
man of a Sub-Committee which guided the pro- 
posal through the various stages of its develop- 
ment, including the enactment of the necessary 
legislation for the appointment of the Commis- 
sion. Part of the work of the committee named 
above was to secure a grant of funds for de- 
fraying the cost of the study. A grant of $10,- 
000 was secured from the Commonwealth Fund, 
which has also underwritten the cost of a num- 
ber of public health projects in the Common- 
wealth. 


The members of the Commission appointed 
by Gov. Curley areas follows: 


Dr. Henry D. Chadwick, 
State Commissioner of Public Health. 


Dr. Winfred Overholser, 
State Commissioner of Mental Dis- 
eases. 


Dr. Charles E. Mongan, 
President, Massachusetts Medical So- 
ciety. 
Professor Curtis M. Hilliard, 
President, Massachusetts Health Coun- 
cil and Professor of Biology and 
Public Health, Simmons College. 


Dr. Wilson G. Smillie, 
Professor of Public Health Adminis- 
tration, Harvard School of Public 
Health. 


Dr. Alexander S. Begg, 
Dean, Boston University School of 
Medicine and Secretary, Massa- 
chusetts Medical Society. 


Prof. Samuel C. Prescott, 
Dean of Science and Professor of In- 
dustrial Biology, Massachusetts 
Institute of Technology. 


Dr. Dwight O’Hara, 

Chairman, Public Health Committee, 
Massachusetts Medical Society and 
Professor of Preventive Medicine, 
Tufts College Medical School. 


Dr. David D. Scannell, 

Chief of Surgical Staff and President 
of Senior Staff, Boston City Hos- 
pital. 

Dr. Francis X. Mahoney, 

Health Commissioner, City of Boston. 

Dr. Charles F. Wilinsky, 

Deputy Health Commissioner, City of 
Boston and Executive Director, 
Beth Israel Hospital. 

Dr. Gerardo Balboni, Physician, Home for 
Italian Children and Member of 
the Staff of the Massachusetts 
General Hospital. 


The Commission, organized on September 
ninth, chose as its officers the following: 


Dr. Henry D. Chadwick, Chairman 
Dr. Wilson G. Smillie, Vice-Chairman 
Dr. Charles F. Wilinsky, Secretary-Treasurer. 


An executive committee was also appointed, 
which is composed of the officers and the fol- 
lowing additional members of the Commission: 


Dr. Alexander S. Begg 
Prof. Curtis M. Hilliard 
Dr. Charles E. Mongan. 


The Commission, at its organization meeting 
voted to adopt the policy followed by the New 
York State Commission which carried on a sim- 
ilar study of public health in 1932, viz., to 
appoint a number of special committees selected 
from leaders in the field of medicine and publie 
health, the membership of the committees not 
to be confined to the Commission. The Com- 
mission decided upon thirteen such committees. 
The Commission leaders in the several fields 
which are to be studied by the special commit- 
tees were asked to serve as chairmen. The list 
of the Committees, their chairmen and member- 
ship, is as follows: 


(1) Codification of Public Health Laws 
Dr. Henry D. Chadwick, Chairman 
Dr. Gaylord W. Anderson 
Dr. Alexander 8. Begg 
Dr. Francis P. Denny 
Prof. Curtis M. Hilliard 
Dr. Francis X. Mahoney 
Dr. Charles E. Mongan 
Dr. Winfred Overholser 


(2) Public Health Practices and Procedure 
Dr. Wilson G. Smillie, Chairman 


Dr. Gaylord W. Anderson 
Prof. Curtis M. Hilliard 
Prof. Murray P. Horwood 
Dr. Francis X. Mahoney 
Dr. Charles E. Mongan 
Dr. Ernest M. Morris 

Dr. Dwight O’Hara 
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Dr. Stephen Rushmore Dr. David D. Scannell 
Dr. L. Jackson Smith Mr. Carl L. Schrader 
Dr. Charles F. Wilinsky Dr. Warren R. Sisson 
Dr. Whitman G. Stickney 
(3) Communicable Disease Control Dr. Harold C. Stuart 
Dr. Paul R. Withington, Chairman Dr. Douglas A. Thom 
Dr. Gaylord W. Anderson Mr. Alfred Whitman 
Dr. Frederick J. Bailey De. 
Dr. Henry D. Chadwick (7) Social Hygiene and Venereal Disease 
Mrs. Leslie B. Cutler Control 
Dr. E. Granville Crabtree, Chairman 
Dr. William P. Boardman 
Dr. Edwin R. Leib ‘a Ida M. C 
Dr. Joseph W. Monahan Miss Ida M. Cannon 
Dr. Oscar F. Cox, Jr. 
Dr. Harrie W. Peirce : 
. Dr. Hilbert F. Day 
Dr. Edwin H. Place a, : 
Dr. Harold L. Higgins 
Dr. John Poutas ; 
Dr. Elliott. Robinson De. A. 
Dr. Conrad Wesselhoeft Dr. A. EK. Paine 
(4) Public Sanitation Miss Florence M. Patterson 


Dr. Dwight L. Siscoe 


Prof. Samuel C. Prescott, Chairman Dr. Wilson G. Smillie 

Dr. David L. Belding Mrs. Maida H. Solomon 

(8) Hospitals, Dispensaries, Clinics, and 
R Dyer Health Centers 

Prof. Gesden M. Fair Dr. Frederic A. Washburn, Chairman 


Prof. Murray P. Horwood 


Rev. Thomas J. Brennan 
Dr. James A. Keenan 


Richard K. Conant, Commissioner, Dept. 


Mr. Hermann C. Lythgoe of Publie Welfare 

Mr. Frank E. Mott Dr. Hilbert F. Day 

Dr. M. Victor Safford Dr. Nathaniel W. Faxon 

Mr. Arthur D. Weston Dr. Channing Frothingham 

Mr. Robert Spurr Weston Dr. Joseph B. Howland 

Dr. George A. Maclver 

(5) Maternal and Infant Hygiene Dr. aur M. Pollock 

Dr. Frederick C. Irving, Chairman Mr. Arthur G. Rotch 

Dr. Stewart H. Clifford Dr. David D. Scannell 

Dr. Robert L. DeNormandie Dr. George C. Shattuck 

Dr. M. Luise Diez Dr. Eugene Walker 

Dr. Martin J. English Dr. Charles F. Wilinsky 

Dr. Charles E. Mongan Mr. Frank E. Wing 


Dr. Charles W. O’Connor 


9) Mental Hygi 
Dr. Lendon Snedeker (9) Men yguene 


Dr. Winfred Overholser, Chairman 
De. Harold C. Stuart Dr. Clarence A. Bonner 
Wil; Dr. L. Vernon Briggs 
Dr. Charles F. Wilinsky De. 
(6) Child Hygiene Dr. Donald Gregg 
Dr. Richard M. Smith, Chairman Dr. William Healy 
, Dr. James V. May 
Dr. Kirke Alexander Dr. Douglas A. Thom 
Dr. Kenneth J. Tillotson 
Mrs. Myron F. Converse Dr. Frederick T. Lord, Chairman 
Dr. Joseph Garland Dr. Gerardo M. Balboni 
Dr. Perey R. Howe Miss Ethel Cohen 
Dr. James A. Keenan Dr. Cleaveland Floyd 
Miss Winifred Kenneren Dr. John B. Hawes, 2nd 
Dr. Fredrika Moore Miss Eleanor Kelley 
Rev. Richard J. Quinlan Mr. Horace Morison 
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Dr. George O’Donnell 
Dr. Alton S. Pope 
Dr. Sumner H. Remick 


(11) Occupational Hygiene 
Mr. Manfred Bowditch, Chairman 


Dr. W. Irving Clark 
Mr. Philip Drinker 

Dr. Francis D. Donoghue 
Dr. Dwight O’Hara 

Dr. Robert S. Quinby 
Mr. Samuel Squibb 

Mr. Stephen E. Whiting 


(12) Adult Hygiene and Special Medical Prob- 
lems 
Dr. Robert B. Osgood, Chairman 


Dr. Walter Bauer 

Dr. Robert B. Greenough 
Dr. Elliott P. Joslin 

Dr. Herbert L. Lombard 
Dr. George R. Minot 

Dr. Charles E. Mongan 
Dr. Frank R. Ober 

Dr. William H. Robey 


(13) Public Health Nursing 
Miss Florence M. Patterson, Chairman 


Miss Mabel M. Brown 
Prof. Curtis M. Hilliard 
Miss Helen F. McCaffrey 
Mrs. Harold A. Marvin 
Miss Sophie C. Nelson 
Miss Helen C. Peck 

Miss Marjorie Stimson 


Miss Hazel Wedgwood 
Miss Marion C. Woodbury 


On October twenty-first a general meeting of 
the chairmen of the committees was held at the 
office of Dr. Henry D. Chadwick in the State 
House. The general work of the Commission 
was discussed. The report of the New York 
State Commission, which will serve as a guide 
to the present group, was reviewed. Plans were 
made for calling the several committees into 
action within the near future. 

The Commission has been fortunate in secur- 
ing to carry on the field work, Dr. Carl E. Buck, 
Director of Field Service of the American Pub- 
lic Health Association. It has also been suc- 
cessful in securing Judge A. K. Cohen, the only 
living member of the State Commission which 
codified all the laws of the Commonwealth in 
1921. Judge Cohen will assist the Commission 
in collating the present laws and preparing 
whatever new legislation the Commission may in 
its final report recommend. 


The special committees as they meet will be- 
gin their work with a conference with Dr. Henry 
D. Chadwick, Chairman of the Commission. 

An office for the Commission has been opened 
in Room 1150 in the Little Building adjacent 
to the offices of the Massachusetts Tuberculosis 
League. Mr. Frank Kiernan, has been ap- 
pointed Executive Secretary of the Commission. 
He is also Executive Secretary of the League. 

Miss Dorothy D. Adams has been retained as 
Assistant Secretary. 


PRACTICE OF ANESTHETIZATION* 

The practice of anesthetization, at least so far as 
it relates to general anesthesia and spinal anesthe- 
sia, presents a problem different from that present- 
ed by the practice of roentgenology and of pathol- 
ogy. It comes more nearly, it seems to me, to mak- 
ing the anesthetist always a practitioner of medi- 
cine, who cannot lawfully perform his duties with- 
out having been licensed so to practice. In the 
course of anesthetization, reliance must be placed 
on the anesthetist’s judgment to a very large ex- 
tent, for the operating surgeon ordinarily finds his 
time and attention fully taken up with the operation 
itself. The relative independence of the anesthet- 
ist and the operating surgeon has been recognized 
in the decisions of courts that have held the operat- 
ing surgeon not liable for the malpractice of the 
anesthetist although he is liable for the failure of 
those who may be properly termed his assistants 
to discharge the duties imposed on them. The cus- 
tom of using anesthetists who are not licensed to 
practice medicine has, however, reached such pro- 
portions that it would be difficult to effect a change. 
Moreover, in effecting a change, it will be found 
necessary to take into consideration the difficulty of 


*Extract from the address of Dr. William C. Woodward 
before the Joint Session of the Council on Medical Education 
and Hospitals and the Federation of State Medical Boards 
of the United States at the Annual Congress on Medical Educa- 
tion, Hospitals and Licensure, Chicago, February 19, 1935. 


finding in sparsely settled parts of the country phy- 
sicians who can and will devote themselves to the 
practice of anesthetization to an extent sufficient 
to qualify them for such work in sufficient numbers 
to make them always available when needed. 

Several states have enacted laws specifically 
authorizing the administration of anesthetics by un- 
licensed persons. 


DRUG FIRMS FINED 


Among the items which led to the successful con- 
viction of several drug firms by the Federal Govern- 
ment are the following: internal medicine, cosmetics, . 
liniments, pain killers, tonics for women’s disorders, 
stomach, blood, liver, and functional ailments, gland 
treatments, laxatives, antiseptic soap, antirheumatic 
and tuberculosis medicines and a large number of 
preparations, alleged cures of other diseases, 

The action of the government is based on fraud- 
ulent representation of efficacy of the various drugs, 
and tests in a government laboratory. 

The concerns prosecuted in September were lo- 
cated in Tennessee, New York, Pennsylvania, Kan- 
sas and Massachusetts. 

While much good is being accomplished, one may 
wonder why some of the best sellers among pro- 
prietary medicines are permitted to continue to do 
business. 
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FounpDED By RicHARD C. Casot, M.D. 


Tracy B. Mauuory, M.D., Editor 


CASE 21451 
PRESENTATION OF CASE 


A sixteen year old colored girl entered com- 
plaining of headache, stiff neck and generalized 
aches and pains. 

She had been rather weak and readily 
fatigued during the four years prior to her ad- 
mission but had been able to carry on ordinary 
light housework. She complained frequently 
during this time of headaches, dizziness and an- 
orexia. Six weeks before entry she devel- 
oped a bad cold which was associated with very 
severe epistaxis. She became quite weak and 
prostrated and lost five pounds within a week. 
Her neck became somewhat stiff and she com- 
plained of aching ears and dizziness. After two 
weeks in bed she arose for two days but became 
dyspneic, very weak, vomited several times and 
was compelled to return to bed. One week later 
she was admitted to a hospital. There was no 
cough, hemoptysis or night sweats. She com- 
plained of fleeting pain in the precordium and 
stabbing pain in the cervical spine and left 
knee. She ran a septie febrile course for sev- 
enteen days after her admission. Headache ap- 
peared, increased in severity, and since there 
was no improvement she was transferred to this 
hospital. 

She had had a tonsillectomy, adenoidectomy 
and appendectomy seven years previously. She 
had had pneumonia at the age of eleven. For 
several years she had had repeated examina- 
tions at a tuberculosis clinic but no positive 
diagnosis had ever been made. She had had 
rheumatic fever at some time during her child- 
hood. 

Her mother died of heart disease. 
was living and well. 

Physical examination showed a _ well-devel- 
oped but thin young colored female who looked 
quite ill. The skin was warm and moist and 
the mucous membranes were slightly pallid. 
The pupils were artificially dilated. Fundus 
examination revealed bilateral papilledema of 
three to four diopters with some exudate. There 
was vague tenderness on pressure over the 
mastoids and frontal sinuses. Examination of 
the eardrums was not recorded. The neck and 
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systolic and diastolic murmurs were audible 
at the mitral area and transmitted to the base. 
P. was accentuated and greater than A». The 
blood pressure was 130/50. The abdomen was 
soft but tenderness was elicited in both upper 
quadrants. There were no palpable masses. 
Neither the spleen nor the liver was felt. The 
knee jerks and ankle jerks were hyperactive. 
There were bilateral Kernig signs. The remain- 
der of the examination was negative. 

The temperature was 103°, the pulse 120. The 
respirations were 30. 

Examination of the urine was negative ex- 
cept for a green reaction to Benedict’s solution. 
The blood showed a red cell count of 3,300,000, 
with a hemoglobin of 56 per cent. The white 
cell count was 15,900, 90 per cent polymorpho- 
nuclears, 5 per cent lymphocytes, 2 per cent 
monocytes, 2 per cent eosinophils and one per 
cent basophils. A blood Wassermann was neg- 
ative. A blood culture taken on the day fol- 
lowing admission was positive for streptococ- 
cus hemolyticus. 

A portable x-ray film demonstrated dullness 
in the left lower lung field which was obscured 
for the most part by an enlarged heart shadow. 

The patient continued to complain of severe 
headache and pain in the right wrist and neck. 
A lumbar puncture was done and exhibited 
clear colorless fluid which was expelled with 
slightly increased pressure. There were 2 poly- 
morphonuclears, 6 lymphocytes and 2 red 
blood cells per eubie millimeter. An aleohol 
test was very slightly positive and the ammo- 
nium sulphate test was negative. Sugar was 
60 milligrams per cent. The Wassermann was 
negative and a culture of the fluid produced 
no growth. Four days after admission another 
lumbar tap revealed 640 cells per cubic millime- 
ter, which were for the most part lymphocytes. 
Pressure was not increased and the fluid was 
clear. Ross-Jones and Pandy tests were neg- 
ative. The protein was 71 milligrams per cent, 
the sugar 68 milligrams per cent. The chlo- 
rides were equivalent to 670 milligrams sodium 
chloride per 100 cubie centimeters of’ blood. 
Two days later petechiae were observed in the 
conjunctiva and subsequently several crops ap- 
peared elsewhere. Throughout her entire hos- 
pital stay the patient’s temperature curve re- 
mained between 103° and 104°. She did not 
respond to palliative therapy and died on the 
eleventh day. 


DIFFERENTIAL DIAGNOSIS 


Dr. Ricuarp C. Casot: Anyone would make 
a snap diagnasis of tuberculous meningitis after 
reading the first two lines of this history but 
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they would probably be wrong because if it 
were so easy we should not be discussing it here. 
So we can be rather sure it is not tuberculous 
meningitis after having read these first two lines. 


‘‘For several years she had had repeated ex- 
aminations at a tuberculosis clinic but no posi- 
tive diagnosis had ever been made.’’ That was 
several years ago, I take it. We should like 
to know whether it was in recent years or back 
in her childhood. 

We come to the physical examination with 
the history of a person who has had a fever 
known to be for seventeen days, very probably 
longer, who has also had a history of acute rheu- 
matic fever, who is a colored girl and has been 
examined many times for tuberculosis though 
it has not been found. As for the symptoms, 
the things that interest me particularly are the 
epistaxis and the knee pain. _ 

The examination of the ears is not recorded. 
Why not? Here is a case certainly suggesting 
meningitis with mastoid tenderness. Why were 
not the ears recorded? One has to make some 
guess. Mastoid tenderness calls attention to the 
ears. It must have been slight or in a hos- 
pital like this the ear drums would be recorded. 
We are going to argue about the source of men- 
ingitis. I am sorry we have no more evidence, 
positive or negative, but I think the ear symp- 
toms were less than this record seems to sug- 
gest or the ears would have been examined. 

‘“‘The neck and vertebral column were re- 
markably rigid.’’ They definitely committed 
themselves on that. There is no question about 
it. 

‘‘The heart appeared to be markedly enlarged. 

..’’ They have put that in such a way that 
there seems a little doubt. I do not take it that 
they meant a little doubt. I take it that the 
heart was enlarged and they were as sure about 
it as in any other case. There is no real risk 
of its being pulled out by adhesions or pushed 
out by solid or gas. They do believe that the 
heart is very much enlarged. 

The blood pressure was 130/50. We have no 
record of the pulse but I guess we have to take 
it from the blood pressure measurement that it 
was the sort of pulse that might have gone with 
aortic regurgitation and not the sort of pulse 
common in mitral stenosis. We should like to 
know more about the pulse, as we should about 
the ears. 

‘‘The abdomen was soft but tenderness was 
elicited in both upper quadrants.’’ I do not 
think we can infer anything from a statement 
like that. 

Since the x-ray is a portable film I do not 
suppose we can lay much stress on the fact that 
the lungs show no apical lesions. If we had 


a film taken under the best conditions, absence 
of apical lesions would seem to me to have some 
usefulness in the argument against tuberculous 


meningitis which we shall come to in a moment. 
As it is I do not think it has much importance. 
At the left base the shadow may be due to a 
number of things. I cannot argue about that. 

“‘The patient continued to complain of severe 
headache and pain in the right wrist and neck.’’ 
That is the second joint we have had affected. 
We had the knee above. 

The cell count from the lumbar puncture is 
distinetly surprising. It would be still more 
so if they did not find something very differ- 
ent a few days later. 

“*... and a eulture of the fluid produced no 
vrowth.’’ In view of the fact that they got 
streptococcus hemolyticus from the blood I am 
surprised—I take it we all are—that they got 
nothing from the spinal fluid. 

Our chief point for discussion is the cause 
of the cerebral irritation which I think we have 
to call meningitis. She obviously has heart dis- 
ease besides. Can we connect these two in a sin- 
gle diagnosis? In the long run statisties show 
that we are more likely to be right when we 
do that. 

Tuberculous meningitis? In the first place 
there is nothing to show any lesions in the 
cranial nerves which we expect in the majority 
of cases where tuberculous meningitis is pres- 
ent. The temperature seems more steadily ele- 
vated and higher than most eases of tuberculous 
meningitis that I have seen. Here is the chart. 
Certainly it is a very steady, elevated tempera- 
ture, a climbing pulse and nothing else. We 
have no evidence of a focus of tuberculous in- 
fection from which a tubereulous meningitis 
could be spread. In a great majority of cases 
when meningitis is found some older focus is 
found too. The fact that we did not find it 
does not prove it is not there; but there is no 
evidence that it was there after rather much 
more than average care in examination. She 
had been to a tuberculosis clinic a number of 
times, fairly recently we assume, although we 
do not know that. The lumbar puncture fluid 
is perfectly characteristic and perfectly con- 
sistent with tuberculous meningitis, although it 
is a higher cell count than we usually find. 

We have no reason to suspect syphilis, no rea- 
son to suspect either poliomyelitis or sleeping 
sickness. We have no good evidence of brain 
tumor. She is too young for hemorrhage, and 
there are no symptoms suggesting it. 

It seems to me, therefore, that meningitis is 
the thing we have to stick to. There are three 
common types of meningitis, (1) ear, (2) tuber- 
culous, and (3) all other types put together. 
We have no evidence on the part of the ears. 
I have already called attention to the fact that 
we ought to have a little more than we have. 
If it comes from the ears we have no evidence 
of it. Now the fact that she has abundant evi- 
dence of heart disease, and that meningitis often 
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comes as a part of the general infection which 
includes the heart valves, on the whole inclines 
me to make that diagnosis—bacterial endocar- 
ditis, although we have none of the organisms 
ordinarily found in that, the green producing 
organisms. Still we get a good many cases due 
to streptococcus hemolyticus. If we had that 
organism it might well cause all the brain symp- 
toms. The brain symptoms might be interpreted 
as meningismus rather than meningitis. I my- 
self do not believe that distinction can be made 
even with lumbar puncture. Ordinarily one 
says ‘‘meningismus’’ if a thing looks like men- 
ingitis but is not severe enough. This was like 
meningitis except for the absence of coma which 
bothers me in making the diagnosis. I do not 
see Why she was not semicomatose. Apparent- 
ly she never was. 

In the heart we are going to find a lesion 
on the aortic valve or on the aortic and mitral 
valves. The aortic valve on the whole is a 
little commoner in this disease, and the facts 
reported about the heart, especially as to size 
and the blood pressure, are a little more like 
aortic disease than mitral. Nothing is said about 
any form of arrhythmia which would be more 
likely to go with mitral disease. It is a little 
surprising that nothing more definite was said 
about the aortic second sound if the disease is 
as I believe, on the whole, on the aortic’ valve. 
They say the pulmonic is greater but I want to 
know whether the aortie second sound is di- 
minished or very much diminished. Nothing is 
said about that. 

The petechiae on the skin are of verv great 
importance. I do not know what would cause 
these unless bacterial endocarditis, and I do 
so believe. 

On the whole then, with enlargement of the 
heart, with such a blood eulture, with these 
petechiae on the skin, this fever, no positive evi- 
dence to incriminate tuberculosis or the ears, it 
seems to me we have to say that this is a case 
of meningitis from bacterial endocarditis due to 
hemolytie streptococcus. The heart ought to 
be enlarged with lesions on the aortic and very 
possibly on the mitral valve. There is no way 
of saying whether the tricuspid is also involved. 
There is no way to recognize it in ninety-nine 
out of a hundred eases. 

How about the base of the left lung? In- 
farets are quite probable. They would account 
for a shadow there. Merely passive congestion, 
which she could well have had, would account 
for it. But I am surprised at its being on the 
left. On the right it is probably passive con- 
gestion. Congestion at the left base alone al- 
ways surprises me if you are trying to account 
for a shadow by congestion. How about pneu- 
monia? We cannot exclude it. Such cases 
often have bronchopneumonia and the x-ray ex- 
amination is not definite enough to help us say 
any more than that. Pneumonia, infarct, pos- 


sibly abscess, with or without a pneumonia or 
infarct, all have to be considered and none can 
be excluded. We often find abscesses or in- 
farets in the spleen in this condition. I am 
rather surprised that it is not enlarged. Appar- 
ently it is not. We have nothing therefore to 
incriminate the spleen, liver or any abdominal 
organ. 

On the whole, I should feel that this is a case 
of bacterial endocarditis with meningitis due 
to the same organism, very possibly with pneu- 
monia or infarct in the left lung and spleen, 
with enlarged heart, and lesions on the aortic 
and possibly on the mitral valve. 


Dr. J. H. Means: Dr. Cabot, a hemolytic 
streptococcus would produce a pretty rapidly 
progressive picture, much more so than the 
green streptococcus, and yet apparently this 
girl has been having symptoms for four years. 
That is a little troublesome. It is a little dif- 
ficult for me to believe that if the whole picture 
is to be explained on one diagnosis that a hemo- 
lytie streptococcus infection would explain a 
four year history. 


I am interested in what you said about syph- 
ilis, and I think you are entirely correct; but 
one thinks of all one’s mistakes when one gets 
on the spot in this fashion and I remember be- 
ing wrong in a case with a picture of meningitis 
and a cell count like this which turned out to 
be syphilitic. I do not think it likely that this 
is a syphilitic meningitis but I just wondered 
if possibly it could be. I do not know how that 
could explain the heart. One cannot get a his- 
tory like this in a sixteen year old girl due to 
syphilis. 

Dr. Casot: I certainly have never seen it. 
I do not know how you ean say syphilitic 
aortitis cannot begin in a girl of that age. But 
I have never seen it. 

Dr. Paut D. Waite: It is possible that a 
low grade active rheumatic infection might 
have been responsible for her poor health dur- 
ing the past four years, and that the final 
cerebral condition might have been due to a 
complication of a cerebral abscess from bac- 
terial endocarditis. 

Dr. Casot: Dr. White’s first point I was 
going to make in answer to Dr. Means. I do 
not think it is very satisfactory. It is the best 
we can say. She had heart disease for four 
years and probably longer, but her symptoms 
are not very much like heart disease. They are 
more like tuberculosis and while I believe that - 
this is not tuberculosis, it is the sort of early 
history that makes me suspect it. On the whole 
I do not believe it is tuberculosis but the his- 
tory is more like tuberculosis than heart disease. 

Dr. WuitTeE: Don’t you think she has an old 
rheumatic heart? 

Dr. Casot: Yes, I do, an old rheumatic heart 
on which something fresh is engrafted. 

Dr. Waite: A subacute rheumatic infection, 
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not her heart disease, would make her feel 
poorly. 

Dr. Casor: They do not tell much about the 
joints at that time, that might have helped us 
to decide on that point. 


As to the second point of Dr. White’s, cere- 
bral abscess. It is well taken and one that I 
should have said more about. I have been fooled 
a number of times in saying meningitis when 
I should have said abscess. Here it is not an 
important distinction. In an ear case it would 
be an important distinction. I do not know 
any way in which a differential diagnosis can 
be made with no localizing symptoms. Ab- 
scess more often has none. In the absence of any 
localizing brain symptoms I cannot say any 
more than Dr. White has said, and I agree to it. 

Dr. Rogert S. PaumMer: What do you think 
of the bilateral papilledema without increased 
pressure by lumbar puncture? 

Dr. Cazot: I do not know what to think of it. 
What do you think? 

Dr. PaumMerR: I have no idea. 

Dr. Cuarues S. Kuprx: Here is a record of 
the lumbar punctures, seven in all. The spinal 
pressure at admission was 285, on two occa- 
sions it was 350, but following that it dropped 
and at the last lumbar puncture it was only 70. 

Dr. Casot: That gives a higher impression 
than I had had before. 

Dr. ALFRED Kranes: I saw this patient on 
the neurologic service and reached about the 
same conclusion as Dr. Cabot has. I might 
say that in the physical examination the mur- 
mur described as mitral was mainly aortic and 
she did have signs of consolidation or compres- 
sion at her left base. 

She arrived with a letter from the hospital 
where she had been previously stating that they 
had done several blood cultures and obtained 
pneumococcus type I. That was the only dis- 
turbing feature of the case. We thought she 
had subacute bacterial endocarditis with men- 
ingeal lesions and probably a diffuse embolic 
encephalitis similar to several other patients we 
have seen. The question of tuberculous men- 
ingitis came up but we thought that the high 
sugar on several taps practically ruled that out, 
although it was theoretically possible. We felt 
if we could confirm the presence of type I 
pneumococcus it might be reasonable to try anti- 
pneumococeus serum. The blood cultures showed 
hemolytic streptococcus and that was abandoned. 

Dr. WuitE: May I add a word about trans- 
mission of murmurs? The record says that 
‘‘loud systolic and diastolic murmurs were 
audible at the mitral area and transmitted to 
the base’’. The truth is the other way round. 
Aortic valve murmurs are often transmitted to 
the apex but mitral murmurs are almost never 
transmitted to the aortic area. 

Dr. Means: Dr. Mallory, Dr. Crooke asked 
me if the radiologist could find any evidence of 


congenital heart and explain the rest of the pic- 
ture on that basis. The clinical description does 
not sound like it. 

Dr. AusrEy O. Hampton: No; I do not 
think we can make anything out of that except 
a diffusely dilated heart with dilatation down- 
wards to the left. As Dr. Cabot said, this is 
a portable film. I would like to help you on 
the lower lobe but I do not think I ean. It 
could just as well be pressure atelectasis from 
enlargement of the heart, and there may be a 
small quantity of fluid on that side. 

Dr. Tracy B. Mautuory: Dr. Kubik, you saw 
this patient clinically. 

Dr. Kusix: I might say a little more about 
the cerebrospinal fluid. The cell count fluctu- 
ated a good deal. At the first lumbar puncture 
only two or three cells were found, at another 
649. They dropped after that to 46 and then 
went up to 300 and later dropped again to 150. 
We have seen other cases of bacterial endocar- 
ditis with meningeal symptoms in which the 
same thing has occurred. In this case, as in 
most of the other cases that I have seen, the 
spinal fluid was xanthochromie and contained 
red blood cells, on one occasion 2,900. We often 
have difficulty in recovering organisms from the 
fluid and in some cases fail to find them. This 
patient had seven lumbar punctures. There is 
a record here of four cultures, all of them pre- 
sumably negative. Sugar content was normal 
and one wonders whether this was a real men- 
ingitis, or simply a cellular reaction due to em- 
bolism of small meningeal vessels without ac- 
tual infection of the meninges by organisms. 
Of course in addition to lesions in the men- 
inges one would expect in a case of this kind 
to find numerous lesions in the brain, possibly 
many small lesions. I do not believe that I 
have ever seen an abscess complicating bacterial 
endocarditis, but should suppose that it may 
oceur. 


CLINICAL DIAGNOSES 


Old rheumatic heart disease. 

Acute bacterial endocarditis (hemolytic strep- 
tococecus). 

Multiple brain abscesses (embolic). 


Dr. Ricnarp C. Casot’s DIAGNosEs 

Old rheumatic heart disease, aortic and pos- 
sibly mitral. 

Bacterial endocarditis. 

Meningitis. 

Infarcts of the lung and spleen ? 


ANATOMIC DIAGNOSES 


Bacterial endocarditis, acute (hemolytic 
streptococcus), aortic, mitral and tricus- 
pid. 


(Septicemia, hemolytic streptococcus. ) 
Rheumatic heart disease, mitral, aortic. 
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Cardiac hypertrophy. 

Multiple infarets of the brain. 

Infarction of the spleen. 

Nephritis, acute embolic, minimal. 

Pulmonary edema. 

Pericardial effusion. 

Operative scar: Appendectomy. 

Petechial hemorrhages in conjunctivae, peri- 
cardium, and ureter. 

Pulmonary embolus. 


PatHoLoaic Discussion 


Dr. Mauuory: The autopsy showed most of 
the findings that were expected. The heart was 
very much enlarged. It showed signs of old 
rheumatic heart disease on the mitral and aortic 
valves in the form of thickening and scarring 
of the leaflets and of the chordae tendineae, not 
severe enough however, to suggest that either 
mitral stenosis or aortic insufficiency was pres- 
ent in significant degree until the terminal bac- 
terial endocarditis developed. Bacterial vege- 
tations were present on the aortic valve, where 
there was a very large mass, also on the mitral, 
and they had spread onto the ventricular en- 
docardium beneath the aortic valve and up on 
the auricular endocardium above the mitral 
valve. The tricuspid showed one small mass 
of vegetations and did not show any evidence 
of previous rheumatic involvement that we 
could make out. However, arising from the 
vegetation on the tricuspid there was a pulmo- 
nary embolus which had nearly completely 
plugged the artery leading to the right lower 
lobe. There was, however, no infarction. The 
left lower lobe was entirely negative. There 
was no evidence of old tuberculosis. As is al- 
most invariably the case in bacterial endocar- 
ditis, we did find infarets in other organs, a 
couple of gross ones in the spleen, although the 
spleen as a whole was only very slightly en- 
larged. The kidneys showed no gross infarcts 
but on microscopic examination they showed the 
typical focal glomerular lesions that one regu- 
larly finds in cases of bacterial endocarditis. 


The brain showed no grossly visible men- 
ingitis but on section small infarcts were found. 
There were no definite abscesses. I would agree 
with what Dr. Kubik said, that with bacterial 
endocarditis of the viridans type one proba- 
bly never sees abscesses. I have frequently 
seen abscess, however, when the endocarditis 
was due to the hemolytic streptococcus and I 
am a little surprised that the infarcts did not 
break down in this case. 

Dr. WHITE: Was this hemolytic? 

Dr. Mauuory: Yes. 


Dr. Casot: Where did all these cells in the 
spinal fluid come from? 


Dr. Kusrk: That is rather hard to tell. We 


have no microscopic sections of the brain as 
yet. I should expect to find some exudate in 
the subarachnoid space even though it is not 
visible to the naked eye. Here apparently there 
were showers of cells due possibly to successive 
emboli or crops of emboli with subsidence of 
the meningeal reaction in between. 


CASE 21452 
PRESENTATION OF CASE 


A forty-eight year old married brass finisher 
was admitted complaining of loss of appetite, 
weakness and loss of weight. 

About eight months prior to his admission the 
patient suffered a minor injury to his ankle. 
At this time he began to lose his appetite and 
soon developed weakness of the lower extremi- 
ties and shortness of breath upon exertion. 
Shortly thereafter he had vague pain in one 
or the other shoulder and on the inner surface 
of the arms. This recurred several times a 
week. Occasionally he would be awakened at 
night with a sensation of suffocation and was 
compelled to sit up in bed. He continued to 
work although this became increasingly diffi- 
eult for him. His appetite was so poor that 
he eliminated his breakfast and noon meal. Two 
months before admission he became very 
markedly dyspneic, even with minor exertion. 
At the same time weakness of the upper extrem- 
ities became quite pronounced. He felt dis- 
tended after meals, was frequently nauseated, 
and occasionally vomited. He now discontin- 
ued all regular meals and lived on a diet of 
raw eggs, beer, and milk. Six weeks before 
admission he found that three pillows beneath 
his head enabled him to sleep more comfortably. 
He suffered from a dull aching localized pain 
in the right costal margin which recurred every 
afternoon. Up to this time he had lost fifty- 
seven pounds. Three weeks prior to admission 
he was compelled to stop work. He began to 
vomit everything, except for the diet noted 
above, directly after ingestion. The vomitus 
was never blood stained. Ordinary walking be- 
came difficult because of asthenia and dyspnea. 
Two days before admission he developed an 
annoying cough associated with nasal discharge 
and hoarseness. 


At the age of eighteen years he had been re- 
fused admission to the Army because of ‘‘rheu- 
matic heart disease’’ although this had never 
caused him any symptoms. The patient had 
had influenza with pneumonia at the age of 
twenty-two years. 

His father had died of ‘‘tubereulous abscess of 
the bronchus’’. He had one son then in the 
hospital with an appendiceal abscess. The re- 
mainder of the family history was negative. 
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His occupation had exposed him to aspira- 
tion of some brass dust. 

Physical examination revealed a well-devel- 
oped, emaciated, slightly cyanotic and orthop- 
neice man weighing 142 pounds. His teeth were 
in very poor condition and his breath was quite 
foul. The skin and mucous membranes were 
of normal color. His chest was normal in shape 
but there was absent tactile fremitus anteriorly 
from the third rib to the bottom on both sides. 
Posteriorly it was absent from the midportion 
of the scapula to the bases. These areas were 
pereussed flat and breath sounds and vocal res- 
onance were absent. The heart was normal in 
size and there were no murmurs audible. The 
blood pressure was 105/80. The abdomen was 
distended. There was shifting dullness in the 
flanks and a fluid wave was elicited. A tender 
liver edge was felt four centimeters below the 
costal margin. The spleen was not felt. The 
remainder of the physical examination was neg- 
ative. 

The temperature was 102.5°, the pulse 120. 
The respirations were 25. 

Examination of the urine was negative ex- 
cept for a trace of bile. The blood showed a 
red cell count varying from 3,200,000 to 4,800,- 
000 within two weeks, with a hemoglobin of 65 
to 75 per cent (Tallqvist). The white cell count 
was 6,600 on admission and rose slowly to 11,950 
during the period of hospitalization. There 
were 85 per cent polymorphonuclears, 10 lym- 
phocytes and 5 monocytes. Platelets were re- 
ported as being normal. The sputum contained 
some blood but was otherwise negative. The 
vomitus was guaiac negative. The stools were 
negative. The serum protein was 6.9 per cent, 
the nonprotein nitrogen 28 milligrams per 100 
cubie centimeters and the chlorides were equiv- 
alent to 94 cubic centimeters 0.1 normal chloride 
per 100 cubic centimeters. The icteric index 
was 4. A liver function test revealed 0 to 5 
per cent retention. The van den Bergh gave a 
normal indirect reaction. A blood culture con- 
tained only contaminating diphtheroids. 

X-ray examination revealed marked dullness 
in both lung fields obliterating the diaphragms. 
There was thickening in both lateral borders. 
There was stripe formation in the upper por- 
tion of dullness on the left side. The heart was 
displaced to the left and was not evidently en- 
larged. The lung markings were slightly in- 
creased with some mottling of the fields. The 
stomach and esophagus appeared to be nega- 
tive. The liver was enlarged and the appear- 
ance of the abdomen suggested the presence of 
fluid. 

On the second day a bilateral thoracentesis 
was performed, the left chest yielding 1,270 
cubie centimeters of fluid and the right 550. 
This fluid had a specific gravity of 1.014 and 


a total protein of 3.8 per cent. No organisms 
were present and there was no growth on cul- 
ture. The cells were predominantly red blood 
cells. Takata-Ara reaction of serum and chest 
fluid was strongly positive. On the ninth day 
the patient felt well save for a continued poor 
appetite. Two days later his abdomen was ob- 
served to be rapidly enlarging. A week later 
the abdominal cireumference began to diminish. 
There was occasional emesis. A chest tap ob- 
tained 700 cubie centimeters of amber-colored 
fluid from the left chest. There was no essen- 
tial change in its content. A gastrointestinal 
series at this time showed a small hernia of the 
stomach through the esophageal hiatus. The 
stomach was high in position and there was 
constant prepylorice spasm without any evidence 
of disease in the stomach. The cap was not 
deformed nor was there any evidence of defect 
in the second portion of the duodenum. The 
upper loops of the small intestine were constant- 
ly dilated. No obstruction was visible. At the 
end of the third week an abdominal paracentesis 
yielded 3,000 cubie centimeters of hazy, pseudo- 
chylous fluid. This fluid had a specific gravity 
of 1.014. There were 630 cells, all of which were 
young polymorphonuclears and lymphoeytes. 
The total protein was 3.5 per cent. A smear 
and culture were negative. An examination for 
tumor cells was negative. The patient was very 
weak and apprehensive at this time and had lost 
eleven pounds since admission. An x-ray ex- 
hibited marked increase in the process in both 
lung fields. The areas of consolidation were 
large and becoming confluent. There was also 
an increase in the amount of fluid. The spleen 
appeared to be enlarged. One month after ad- 
mission he began to vomit more frequently and 
developed diarrhea, four to six movements daily, 
which did not respond to therapy. Shortly 
thereafter he began to cough, became rapidly 
weaker and expired on the thirty-eighth day. 


DIFFERENTIAL DIAGNOSIS 


Dr. Epwarp D. CuurcHiti: I admit before- 
hand that I do not know what the diagnosis is. 
It seems to be a problem of diagnoses. In fact 
in going over the case I do not see quite why 
it was given to a surgeon. Perhaps that will 
give us a lead as to diagnosis. 

All through the present illness the loss of 
appetite is emphasized and reémphasized. 

There is nothing in the present illness that 
points toward disease of any particular organ, 
just a loss of weight with gastrointestinal symp- 
toms and disturbances that might go with ad- 
vancing cachexia. 

The patient was refused admission to the 
Army because of ‘‘rheumatie heart disease’’. La- 
ter on in the physical examination we find he 
has a normal heart. 
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With regard to the possibility of brass poison- 
ine, we used to consider the ague and chills 
common to brass founders attributable to that 
cause. Now, however, the syndrome is thought 
not to be due to brass but to the fumes of zine 
coming from molten brass. As far as I know 
there is no industrial poisoning due to brass 
itself. He was a brass finisher and I think that 
we may dismiss industrial disease. 


We can also dismiss rheumatic fever and car- 
diac decompensation. There was no edema of 
the ankles, and no other signs of cardiac decom- 
pensation. 

The respiration rate was 25 despite the 
description that he was dyspneic, orthopneic 
and eyanotic. The blood showed a slightly 
reduced red cell count. The hemoglobin was 
somewhat low. The icteric index was a lit- 
tle elevated, going with the trace of bile, but 
certainly not more than a subicteric degree of 
jaundice. 


They were bold in taking off 1270 cubic cen- 
timeters of fluid from the left chest and 550 
from the right. The cells were predominantly 
red blood cells, but the fluid was not described 
as bloody in the gross. 


I had not heard of the Takata-Ara reaction 
until yesterday and I busied myself trying to 
find out what it is. 


Dr. Tracy B. Mauuory: Dr. Crone was re- 
sponsible for that. Perhaps he will put in a 
word. 

Dr. New L. Crone: The Takata-Ara reac- 
tion in brief is a precipitin or a flocculation re- 
action and is read as a flocculent precipitate 
formed when varying dilutions of serum are 
added to sodium carbonate and mercurie chlo- 
ride. There have been a number of papers writ- 
ten about it the gist of which is as follows: In 
normal people the test is positive in two out of 
every hundred. In patients with cirrhosis of 
the liver the test is positive in from 65 to 80 
per cent, depending on whose observations are 
accepted. There are two other conditions in 
which the test has been reported positive by a 
number of observers. One is in generalized 
metastatic carcinoma, carcinomatosis. In such 
cases the liver is usually involved with miliary 
metastases, but not always. The other condi- 
tion is miliary tuberculosis in which case also 
the liver is usually involved widely with miliary 
tubereulosis but again not always so. 

This patient’s Takata-Ara reaction was not a 
questionable reaction at all. It was strongly 
positive and, as I remember, I repeated it on 
both the serum and chest fluid the second time. 

Dr. CuurcniLtL: What is the significance of 
a strongly positive Takata-Ara reaction in the 
presence of a normal functional test of the 
liver? 


Dr. Crone: The reason I am doing them is 


to try to find out whether the Takata-Ara re- 
action offers anything that the usual liver fune- 
tion tests do not offer. I cannot answer that. 
We have had positive tests in patients who clin- 
ically have cirrhosis of the liver but whose liver 
function by other tests was normal. Until we 
have done more, I do not think one ean say. 

Dr. Cuurcuitt: The diagnosis is_ boiling 
down, at least in my mind, to miliary tuber- 
culosis or generalized carcinomatosis. We also 
have to consider cirrhosis of the liver. 

He has a small hernia of the stomach through 
the esophageal hiatus, a finding that is not un- 
common and might be expected in a case with 
that much fluid. 


We must consider the causes for a total ill- 
ness of eight or nine months terminating in 
death. This is quite rapid for any type of liver 
cirrhosis that is accompanied by normal liver 
function and no jaundice. Chest fluid may 
appear in certain types of liver cirrhosis. I 
have never known it to be quite so pronounced 
as this. I am going to dismiss primary liver 
cirrhosis as the cause of this man’s death. That 
brings us to miliary tuberculosis. The blood 
is quite consistent with miliary tuberculosis. 
The duration of the disease is long but particu- 
larly in adults of this age miliary tuberculosis 
may run a chronic and an atypical course. The 
chest symptoms are quite suggestive. I do not 
think we can dismiss miliary tuberculosis from 
the differential diagnosis. Then we turn to 
the very common disease that kills a man of 
forty-eight in eight months—carcinomatosis. 
The general picture as far as I can see is con- 
sistent with such a diagnosis except that we 
have absolutely no inkling as to a primary focus 
of the disease. In carcinomatosis we look for 
metastases and for a primary growth. In mil- 
iary tuberculosis we look for changes in the 
lung fields. I wish Dr. Hampton would review 
these first two chest films. 


Dr. AusBreEy O. Hampton: In the first film 
we have of the chest there is a very indefinite 
miliary process present which can be seen only 
on close inspection. In this second film the 
miliary process is quite distinct. The fluid which 
is present at both bases in the first film has not 
increased, probably because of chest taps. In 
the third film, taken one month and twenty-two 
days after the first, there has been a marked 
change in the miliary process. The pulmonary 
lesion is now characterized by a diffuse broncho- 
pneumonia. The fluid has not increased. I re- 
member interpreting these films and we searched 
for a primary tuberculous lesion hoping to ob- 
tain a lead toward the diagnosis of miliary tu- 
berculosis but not one was found. There was this 
slight displacement of the trachea toward the 
left by what appears to be a mass in the region 
of the thyroid. We were quite impressed by the 
symmetrical pleural effusion. I do not remem- 
ber seeing this picture before but it must oc- 
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cur in late stages of miliary tuberculosis. The 
only significant finding was the rapid change 
in the character of the lesion. I think that 
this change was the reason we hazarded the 
diagnosis of miliary tuberculosis. We were 
content to explain the displacement of the 
trachea on the basis of exaggeration due to 
scoliosis. 

Dr. CHuRCHILL: Then your diagnosis was 
miliary tuberculosis of the lung with the atypi- 
eal finding of bilateral pleural effusion. The 
x-rays of the skeleton were negative. You saw 
nothing in the bones? 

Dr. Hampton: No. 

Dr. CuurcHILL: So the disease is striking 
chiefly in the chest and in the abdomen. 

Dr. Hampton: I think perhaps a film of the 
barium-filled bowel should be shown. I do 
not know that it offers much in the way of 
differential diagnosis however. 

This small bowel is apparently in a state of 
contraction and the margins of the gut show 
a fine irregularity. There are other evidences 
of irritability of the bowel. For example: the 
terminal ileum is empty, the cecum is filled 
and the right half of the colon is empty while 
the descending colon is well filled. The loops of 
the small bowel are rather widely separated and 
the cecum appears small. There is very little 
gas in the small bowel such as one would ex- 
pect were ileus present as is usually seen in 
carcinomatosis. The Sterling sign which indi- 
cates ileocecal tuberculosis was not present, as 
you see the cecum is filled. From the gastro- 
intestinal examination therefore we were unable 
to say that a primary tuberculous focus was 
present and we were unable to differentiate defi- 
nitely tuberculous peritonitis and  carcino- 
matosis. 

Dr. CHuRCHILL: We are left with the dif- 
ferential diagnosis of miliary tuberculosis and 
carcinoma apparently labored over on _ the 
wards. The only possible clue to a primary le- 
sion Dr. Hampton pointed out in the low thy- 
roid; nothing very striking. I am not famil- 
iar enough clinically with the course of miliary 
tuberculosis in a man of this age to get a 
positive lead toward that diagnosis. Miliary 
tuberculosis, particularly in older people, is apt 
to be atypical and the diagnosis frequently not 
made until autopsy. It certainly cannot be ex- 
eluded. However, the gastrointestinal symp- 
toms and the amount of fluid in both chests 
lead me to put carcinomatosis as my first choice. 
The origin is most probably in the gastro- 
intestinal tract. Carcinoma of the appendix 
is known to give a diffuse involvement of the 
lymphatic channels throughout the diaphragm, 
pleural cavity and the lungs. The stomach we 
must assume to be normal by the x-ray, but the 
other parts of the bowel are not ruled out. It 
would be unusual for the prostate to produce 
this picture. It would be unusual for thyroid 


carcinoma. To come back to the puzzling 
Takata-Ara reaction. It does not help us be- 
cause Dr. Crone says it may be positive in 
either of these conditions. I would be glad for 
anyone else to offer opinions in this ease. [ 
should say (1) carcinomatosis, primary focus 
unknown, possibly appendix; (2) miliary tu- 
berculosis, pulmonary and abdominal type, 
without meningeal manifestations. 

Dr. CHEsTER M. Jones: Are you at all im- 
pressed by the fact that the spleen was felt 
the second time? Apparently it was missed at 
first on account of ascites. The abdomen was 
tapped and then the spleen was felt. Does 
that make you lean more toward miliary tuber- 
culosis ? 

A PHYSICIAN: 
chart? 

“a CHURCHILL: We have only one notation, 

Dr. Mauuory: It was pretty constantly ele- 
vated, the rectal temperature running from 
102° to 103°. 

Dr. CHuRCHILL: The pulse was not elevated? 

Dr. Mauuory: No. 

Dr. CHurcHILL: The temperature is more 
suggestive of miliary tuberculosis than earci- 
noma. We have been working without the aid 
of the temperature chart. 

I wish some of the internists would give 
their opinions on this case. 

Dr. FreperIcK T. Lorp: It seems to me this 
pleural fluid has rather a lower specific gravity 
than one would probably find in an inflamma- 
tory fluid, which would make me also lean more 
toward a carcinomatosis. 

Dr. Jones: It seems to me there is nothing 
much on which to make a diagnosis of intra- 
hepatic disease unless there is secondary involve- 
ment. I am interested in Dr. Lord’s remark 
about the fluid. It seems to me the protein in 
that fluid is high for a transudate and I think 
it is not consistent with cirrhosis any more than 
the rest of the picture is. As to its being non- 
inflammatory, I do not know. I should think 
it was a higher protein content than you usu- 
ally see in a transudate and I think it would 
be more in favor of an inflammatory type of 
reaction. 

I am wondering about the story at the end 
of the first paragraph. Just before he came in 
he had a cold and was hoarse. That might 
have been an upper respiratory infection and 
nothing else, but the combination of hoarse- 
ness and the x-ray picture with displacement 
of the trachea makes one wonder if there was 
not a localized process as a result of the hoarse- 
ness. 

I think the way Dr. Churchill summed the 
case up was the logical way to diagnosis. 

Dr. WymAN Ricuarpson: The patient was 


What was the temperature 


on my service. I thought he had malignant dis- 
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ease and I refused to accept Dr. Hampton’s 
diagnosis on the basis of the length of the story, 
which I thought was unusual for miliary tuber- 
culosis. 

One other thing, the examination of the smear 
showed degenerate reaction of polymorphonu- 
clear cells which should have suggested infec- 
tion. 

CuritcaAL DIAGNosiIs 


Metastatic malignancy, generalized in the 
chest and abdomen, primary source. 


Dr. Epwarp D. CHurcHILL’s DIAGNOSES 
(1) Carcinomatosis. 

known. 
(2) Miliary tuberculosis. 


ANATOMIC DIAGNOSES 


Primary focus un- 


Tuberculosis, miliary, of the lungs, liver and 
spleen. 

Tuberculous pleuritis, bilateral, with effusion. 

Tuberculous peritonitis. 


Discussion 


Dr. Matuory: The autopsy showed that the 
x-ray department had won out. Immediately 


on opening the abdominal cavity we found in- 
numerable minute tubercles studded over 
the peritoneal surfaces. Both pleural cavities 
showed an identical reaction. The lungs like- 
wise were rather uniformly peppered on both 
sides with miliary tubercles. We did not find 
any old tuberculous focus as a source for the 
picture. I do not know whether it is fair to 
assume from the autopsy findings what the con- 
tent of the pleura and peritoneum may have 
been like during life. At any rate certainly at 
autopsy a large proportion of the exudate was 
clotted so that it would be possible that the se- 
rum which was drawn off was simply super- 
natant fiuid and for that reason had a lower 
gravity than it otherwise would have. 

Dr. Jones: What did the spleen show? 

Dr. Matuory: It was normal in size. 


The liver was slightly, not markedly enlarged. 


Both diaphragms were very low, probably ex- 


plaining why the liver was readily palpable. 
There were miliary tubercles in the liver and 
there was also a definite bile stasis in the liver 
for which no obvious reason in the form of ob- 
struction in the bile ducts or degeneration of 
liver cells was found. 


We found no thyroid tumor. 
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A BILL TO RAISE THE QUALIFICATIONS 
FOR PRACTICE 


RECENTLY there was filed with the Seere- 
tary of State the draft of a bill in which the 
Board of Registration in Medicine recommends 
to the General Court that certain changes in 
the medical practice act of Massachusetts be 
made. The proposals cover three points. 

The first proposal adds two years of col- 
legiate work to the high school education al- 
ready required as a preliminary premedical 
education. 

The second proposal explicitly authorizes the 
board to accept an equivalent of the medical 
course now formally stated to consist of four 
years of instruction of not less than thirty-two 
school weeks in each year. Many foreign uni- 
versities have a different arrangement of the 
medical course and require five or six years of 
twenty-eight or twenty-six weeks in each year. 
Such courses if given in recognized schools of 
medicine may fairly be considered equivalent 
- to the regular course adopted in the United 
States and should be recognized as such. 

The third proposal introduces the character- 
ization of a medical school of which the gradu- 


ates are eligible for examination by the board, 
that it be approved by the board. This rather 
simple phrase ‘‘approved by the board’’ has 
great significance, and its introduction into the 
law or its continued omission therefrom ecar- 
ries with it the possibility of great good or of 
great harm to the health of the people of this 
Commonwealth. 

Thus there is opened another stage in the 
campaign which has as its goal the giving to 
the people of Massachusetts of adequate pro- 
tection against unqualified practitioners of med- 
icine. 

The long process of preparing the candidate 
for the practice of medicine is complicated in 
the extreme. The determining of just what 
qualifications a physician should possess is per- 
haps simple, if one does not make too long a 
list, if one is not too specific, and if one insists 
that they should be possessed by every physi- 
cian. But how to determine which individuals 
have the capacity for developing into good phy- 
sicians, how to determine into just what spe- 
cific environment or educational procedure they 
should be introduced, how to determine at inter- 
vals in this time-consuming education if the re- 
actions of the student are such as to justify his 
going on along this line of endeavor, how to 
determine finally whether he has developed to 
such a stage of knowledge and skill and char- 
acter that he may reasonably be entrusted with 
the responsibilities of the physician, are prob- 
lems which the most intelligent and honest of 
medical educators regard as having reached now 
only tentative solutions. 

The issues are so critical, the danger of tak- 
ing medica! education lightly are so great, the 
harm that may result from any perversion of 
the power of conferring medical degrees, au- 
thorized by the state as a solemn responsibility, 
are so great, that the state should place upon 
some one of its administrative bodies, the 
duty of scrutinizing and evaluating and ap- 
proving, or condemning if need be, all medi- 
cal schools whose graduates may ask to be ad- 
mitted to its examination. 

The Board of Registration in Medicine of 
Massachusetts is to be commended for its con- 
tinued interest in this aspect of protection and 
for its persistence in again recommending to 
the General Court a course of action which is 
in itself so reasonable and in practice has been 
found to work so well wherever it has been 
tried. The medical profession should make 
clear to the Legislature that it believes that the 
public should have the more adequate pro- 
tection which the bill will provide. 


THE HANDBOOK FOR PHYSICIANS 


VoutuME 22, No. 3 for July, August and Sep- 
tember, 1935 of The Commonhealth, issued by 
the Massachusetts Department of Public Health, 
appears as a Handbook for Physicians. 


VOL. 213 
NO. 19 a 


EDITORIAL DEPARTMENT 


935 


This publication will reach physicians of 
Massachusetts as soon as possible after release 
by the printers. 

In the foreword by Dr. Chadwick, Commis- 
sioner of Public Health, the purpose of the 
issue is clearly stated to be for the ‘‘more 
effective utilization of certain of the com- 
munity resources’’ at the disposal of the physi- 
cians of the Commonwealth. 


Although the classification of these aids is de- 
fined as restricted to those which ‘‘have a par- 
ticular bearing upon the public health’’ the 
reader will find that guidance and information 
which will enable the practitioner to codperate 
with the authorities in the public health activi- 
ties of the State. 


The language of the document is clear and 
concise, so that there can be no excuse for fail- 
ure to comply with all of the rules and regula- 
tions required of physicians in dealing with com- 
municable diseases. In addition the resources 
of preventive and therapeutic medicine, as ap- 
plied to diseases under the supervision of pub- 
lic health bodies, are set forth. 

This should be the doctors’ vade mecum for 
all physicians who may come in contact with 
diseases which are included in the reportable 
list. 

Dr. Chadwick invites constructive criticism 
and comments for use in revisions of this pub- 
lication. 


NEW YORK’S INFANT MORTALITY 


A RECENT study of infant mortality in New 
York City since 1810, made by Dr. Charles F. 
Bolduan, director of the Bureau of Public 
Health Education, and Louis Weiner, vital sta- 
tistician of the department, shows that, con- 
trary to general belief, child deaths have not 
declined steadily during the past century, ac- 
cording to an article in the New York Times. 


The rate at the beginning of the nineteenth 
century—130 deaths per 1,000 births—was actu- 
ally about the same as at the beginning of the 
twentieth century—just under 140 deaths per 
1,000 births. Much of the drop in the infant 
mortality rate since 1870 has been shown mere- 
ly to offset a marked increase in the preceding 
sixty years, the rate having risen rapidly from 
somewhere between 120 and 145 in 1810 to 180 
in 1850, 220 in 1860 and almost 240 in 1870. 


There are reasons for this rise during the first 
three quarters of the last century. In the sec- 
ond quarter of the century far-reaching social 
and economic changes took place. Population 
growth accelerated, factories multiplied and im- 
migration increased with consequent crowding 
and lowering of standards of living. Wages, 


especially after the panic of 1837, were repeated. 


ly reduced. The character of the city’s milk 
supply deteriorated with a diminution in pas- 
turage for the cows in the city dairies. 

During the Fifties and Sixties legislative ac- 
tion was finally obtained which resulted in the 
organization of the present Department of 
Health, with wide powers, and after 1870 a de- 
cline in infant mortality was noted. By 1880 
the rate had dropped to 200 and by 1900, as 
previously noted, it was again below 140. By 
1910 it was 113, by 1920 85, and by 1930 it had 
dropped to 57. The rate in 1934 was 52, and 
so far this year it has been 51.7. 


The marked drop in the past fifty years has 
been due to many factors—improvements in the 
milk supply, including compulsory pasteuriza- 
tion, the establishment of baby health stations, 
organized educational efforts, and, undoubtedly, 
the great decrease in flies resulting from the in- 
troduction of motor cars. 


THIS WEEK’S ISSUE 


ConTAINS articles by the following named au- 
thors: 


Munro, Donautp. A.B., M.D. Harvard Uni- 
versity Medical School 1916. F.A.C.S._ Visit- 
ing Surgeon, Neurological Surgery, Boston City 
Hospital. Assistant Professor of Neurological 
Surgery, Harvard University Medical School. 
His subject is ‘‘The Modern Treatment of 
Craniocerebral Injuries with Especial Reference 
to the Maximum Permissible Mortality and Mor- 
bidity.’”’? Page 893. Address: 818 Harrison 
Avenue, Boston, Mass. 


JoNEs, CHESTER M. A.B., M.D. Harvard Uni- 
versity Medical School 1919. Physician, Massa- 
chusetts General Hospital. Assistant Professor 
of Medicine, Harvard University Medical School. 
Address: Massachusetts General Hospital, Bos- 
ton, Mass. Associated with him is 

Eaton, Frances B. B.S. Address: Massa- 
chusetts General Hospital, Boston, Mass. Their 
subject is ‘‘The Prognostic Significance of a 
Spontaneous Diuresis in Acute or Subacute Dis- 
ease of the Liver.’’ Page 907. 


Gant, C. B.A., D.N.B., M.D. College 
of Medical Evangelists, Loma Linda, Los An- 
geles. Assistant in Medicine, Massachusetts 
General Hospital. His subject is ‘‘Myxedema 
Heart. Report of a Case.’’ Page 918. <Ad- 
dress: 313 Commonwealth Avenue, Boston, 
Mass. 


KrerNaNn, Frank. A.B. Executive Seere- 
tary, Massachusetts Tuberculosis League, Ine. 
His subject is ‘‘ Massachusetts State Health 
Commission.’’ Page 921. Address: 1148 Lit- 
tle Building, Boston, Mass. 
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The Massachusetts Medical Society 


SECTION OF OBSTETRICS 
AND GYNECOLOGY* 


Cc. J. KickHam, M.D., R. S. Trrvus, M.D., 


Chairman Secretary 
524 Commonwealth Ave., 472 Commonwealth Ave., 
Boston, Mass. Boston, Mass. 


Pruritus VULVAE 


This term is applied to the condition in which 
there is itching in some part of the external 
genitalia. 

The causes may be classified as follows: 

(1) Vaginal discharge originating in the 
vagina or uterus and due to: 

(a) Trichomonas vaginalis infection of the 
vagina, common at any age. 

(b) Senile adhesive vaginitis, common af- 
ter the menopause. 


(ec) Chronie cervicitis. 
(d) Cancer of the vagina, cervix and 
fundus. 
(2) Irritating urme such as in diabetes and 


urinary tract infections. 

(3) Parasitic infections such as pediculosis 
pubis and worms in the rectum or vagina. 

(4) Skin diseases such as eczema, epider- 
mophytosis, tinea cruris, multiple wens, and 
herpes zoster. 

(5) Lack of cleanliness leading to collections 
of sebaceous material and desquamated epi- 
thelium between the labia. 

(6) Functional nervous disturbances for 
which no local pathology can be found as a 
cause. 

(7) 
plakia. 

(8) Carcinoma of the vulva. 


Kraurosis vulvae, with or without leuko- 


The itching is usually intermittent. The 
warmth of the bed makes it worse. The victim 
tries to obtain relief by scratching which causes 
abrasions thereby leading to more intense itch- 
ing and a vicious cycle of events. It is fre- 
quently worse during menstruation and preg- 
nancy. 

The treatment naturally follows according to 
the etiology. Some explanation of the more im- 
portant diseases may be helpful. 

Of the vaginal discharges the one most like- 
ly to cause pruritus is that from trichomonas 
vaginalis infection. Relief is obtained quickly 
by treatment but complete eradication of the 
organism requires persistent effort. 

Diabetic pruritus should be kept in mind and 
a point made of examining the urine in all 
cases. 


*A series of short selected articles by members of the Section 
is being published weekly. 

Comments and questions by subscribers are solicited and 
will be discussed by members of the Section. 


Epidermophytosis of the vulva is very com- 
mon, especially in the winter. It appears on 
the vulva and inner sides of the thighs as a 
red, usually dry, sealing, irregularly outlined 
patch. The application of sodium hyposulphite 
solution, one dram to the ounce, or some mild- 
ly destructive ointment, such as Whitfield’s is 
effective treatment. The underclothes should 
be changed daily. 

Lack of cleanliness is not uncommon and 
such a diagnosis leads to protests on the part 
of the patient but: careful cleansing between 
the folds usually convinces her. 

Pruritus from a functional nervous disturb- 
ance without any pathological condition is the 
most difficult to deal with. Attention must be 
directed toward improving the general health 
and habits of the patient. Any soothing solu- 
tion, such as whitewash, or ointment, such as 
carbolized vaseline, may be applied locally. 
Section of the pudie nerves or vulvectomy 
may be resorted to. Some success has been re- 
ported with x-ray treatment. 

Kraurosis vulvae is not uncommon at and 
after the menopause. The skin of the labia, 
the perineum and around the anus becomes dry, 
smooth and gray to white in color. Patho- 
logically it appears to be an atrophic condition. 

The significant points about this disease are 
that it may be associated with leukoplakia and 
that squamous carcinoma may appear. There- 
fore every case should be kept under observa- 
tion so that operation may be done if thick- 
ened or ulcerated areas occur. 

For treatment large doses of the follicular 
ovarian hormone may be given on the theory 
that it will increase the blood supply to the 
parts and stop the atrophy. Sedatives and local 
applications may relieve the symptoms. If 
these measures are unsuccessful the pudic 
nerves may be resected or the skin excised. 
The latter is almost certain to cure the patient 
if the disease has existed for some time and its 
probable final limits have become defined. It 
may be done easily under morphine and scopol- 
amine anesthesia with the infiltration of no- 
voeaine locally if the patient is elderly as 
she often is. 


THIRD ANNUAL POSTGRADUATE MEDICAL 
EXTENSION COURSE 


The following sessions have been arranged by the 
Committee for the week beginning November 10: 


Barnstable 


Sunday, November 10, at 4:00 P.M., at the Cape 
Cod Hospital, Hyannis. Subject: Lung Dis- 
eases: (a) Significance of Symptoms and 
Signs in Chronic Lung Disease; Tubercu- 
losis, Bronchiectasis, etc. (b) The Value 
of Surgery in Above Disease Problems. In- 
structors: S. H. Proger and J. W. Strieder. 
J. I. B. Vail, Chairman. 
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Bristol South (Fall River Section) 
No session will be given on November 11 (Armis- 
tice Day). 


Essex North 

Friday, November 15, at 4:00 P.M., at the Hotel 
Bartlett, 95 Main Street, Haverhill. Sub- 
ject: Kidney and Bladder Diseases, A (Medi- 
cal): Acute Nephritis—Etiology, Diagnosis 
and Treatment. Nephrosis and Its Treat- 
ment. Instructor: David Ayman. Francis 
W. Anthony, Chairman. 


Essex South 

Tuesday, November 12, at 4:00 P.M., in the 
Nurses’ Home of the Salem Hospital, Salem. 
Subject: Diseases of the Liver: Hepatitis 
and Painless Jaundice. Problems in Diag- 
‘nosis and Treatment. Instructors: E. S. 
Emery and H. M. Clute. Walter G. Phippen, 
Chairman. 


Hampden 

Thursday, November 14, at 4:00 P.M., at the 
Academy of Medicine, Professional Building, 
20 Maple Street, Springfield, and at 8:00 P.M., 
at the Holyoke City Hospital, Holyoke. Sub- 
ject: Cancer of Stomach; Bowel and Genito- 
Urinary Tract. Modern Care of Inoperable 
and the Incurable; the Development of Im- 
proved Methods of Caring for These Cases 
with Less Pain and Discomfort with Mini- 
mum of Drug Therapy. Instructors: L. S. 
McKittrick, C. L. Swan, Jr. and Richard 
Dresser. George L. Schadt and George D. 
Henderson, Chairmen. 


Hampshire 

Wednesday, November 13, at 4:15 P.M., in the 
Nurses’ Home of the Cooley Dickinson Hos- 
pital, Northampton. Subject: Neurological 
Aids in the Diagnosis and Treatment of 
Disease from the Medical Viewpoint. Prob- 
lems of History and Examination with Spe- 
cial Reference to (a) Neurosyphilis, Multiple 
Sclerosis and Other Degenerative Conditions. 
(b) Diseases with Acute Onset, Such as 
Meningitis and Cerebral Accidents. Instruc- 
tor: E. M. Cole. Robert B. Brigham, Chair- 
man. 


Middlesex East 
The fall sessions have been completed. The 
remaining five will be given in the spring 

of 1936. 


Middlesex South 

Tuesday, November 12, at 4:15 P.M., at the Cam- 
bridge Hospital, Cambridge. Subject: Ar- 
thritis: (a) Medical Care of Patient in the 
Home. (b) Orthopedic Treatment in Hospi- 
tal and Aids in Home Treatment. Instruc- 
tors: A. H. Brewster and A. A. Hornor. Ed- 
mund H. Robbins, Chairman. 


Norfolk South 
No session will be given on November 11 (Ar- 
mistice Day). 


Plymouth 

Tuesday, November 12, at 4:00 P.M., at the 
Brockton Hospital, Brockton. Subject: Dis- 
eases of the Liver: Hepatitis and Painless 
Jaundice. Problems in Diagnosis and Treat- 
ment. Instructors: Channing Frothingham 
and E. L. Young. W. H. Pulsifer, Chair- 
man. 


Worcester North 
Friday, November 15, at 4:30 P.M., at the Bur- 
bank Hospital, Fitchburg. Subject: Arthri- 
tis: (a) Medical Care of Patient in the 
Home. (b) Orthopedic Treatment in Hos- 
pital and Aids in Home Treatmert. Instruc- 
tors: R. B. Osgood and F. C. Hall. Edward 


A. Adams, Chairman. 


MISCELLANY 


PROPOSED AMENDMENT TO THE MASSACHU- 
SETTS STATUTE RELATING TO THE REGIS- 
TRATION OF PHYSICIANS 


The Commonwealth of Massachusetts 


Board of Registration in Medicine, 
State House, Boston, December 1, 1935. 


To the General Court of Massachusetts. 

In accordance with the provisions of section 33 
of chapter 30 of the General Laws, a copy of the 
recommendations for legislation to be contained in 
the annual report of this Department (Pub. Doc. 
No. 56) is submitted herewith, together with a draft 
of the bill embodying the legislation recommended. 
This draft has been submitted to counsel for the 
House of Representatives, as required by law. 

Yours very truly, 
STEPHEN RUSHMORE, M.D., 
Secretary, Board of Registration 
in Medicine. 


RECOMMENDATIONS 


I. Requiring Pre-Medical Collegiate Education Be- 
fore Admission to Examination for Registra- 
tion as Qualified Physicians. 

The rapid progress of medicine in the past twenty- 
five years has been due in large part to the con- 
tinued application in medicine of the remarkable 
advances in physics, chemistry and biology. It was 
in 1922 that the General Court gave formal recog- 
nition of the importance of these pre-medical sci- 
ences by requiring the Board to examine candidates 
in these subjects. It was in the same year that 
the General Court required pre-medical graduation 
from a high school as a condition for admission to 
examination. 

The opinion of the Board, based on its experience 
since 1922, is that many of the candidates who pre- 
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sent themselves have had such inadequate prepara- 
tion in these fundamental sciences that they have 
not been able to profit as they should by their 
attempts to secure medical education. If the foun- 
dation is weak, the superstructure, no matter how 
carefully built, cannot be sound. 

That collegiate instruction in physics, chemistry 
and biology is generally regarded as necessary is 
shown by the statutory requirements of all but eight 
States. In six of the eight, the requirement is 
by Board ruling, authorized by statute. Massachu- 
setts is one of the two remaining States. 


II, Authorizing the Accepting of a Medical Course 
Equivalent to Four Years of Thirty-Two Weeks 
‘in Each Year. 

The Board has found that rarely do graduates 
of foreign medical schools, even the best, fulfill 
exactly the present requirement of four years of 
thirty-two weeks in each year. The reason for this 
is the different system of education and arrangement 
of the medical curriculum. Foreign universities re- 
quire no shorter period of instruction, but the in- 
struction is extended over five, six, or seven years, 
with less than thirty-two weeks in each year. The 
total number of weeks of instruction in the course 
is greater than that required by the present statute. 
Accepting the equivalent of the present requirement 
would not lower the standards, but make them more 
flexible. 


III. Requiring That Medical Schools from Which 
There Graduate Certain Candidates for Exam- 
ination for Registration Be Approved by the 
Board. 

Since there still exist in the United States so-called 
medical schools which continue to admit students 
and give them the medical degree without providing 
for them a reasonably good medical education as 
judged by generally accepted standards, the Board 
recommends that the General Court of Massachusetts 
adopt protective measures against these unqualified 
graduates similar to the measures by which the 
legislatures of other States protect their citizens. 
This additional protection will be made possible if 
only graduates of schools approved by the Board 
are admitted to examination. 


The Commonwealth of Massachusetts 


In the Year One Thousand Nine Hundred 
and Thirty-Five 
An Act relative to the Qualifications of Applicants 
for Registration as Qualified Physicians. 

Be it enacted by the Senate and House of Repre- 
sentatives in General Court assembled, and by the 
authority of the same, as follows: 

Secrron 1. Section two .of chapter one hundred 
and twelve of the General Laws, as appearing in the 
Tercentenary edition thereof, as amended by chap- 
ter one hundred and seventy-one of the acts of nine- 
teen hundred and thirty-three, is hereby further 
amended by striking out the second sentence of said 


section and inserting in place thereof the follow- 
ing:— 

Each applicant who shall furnish the Board with 
satisfactory proof that he is twenty-one or over and 
of good moral character, that he possesses the edu- 
cational qualifications required for graduation from 
a public high school, that he has completed two 
years of pre-medical collegiate work, including Phys- 
ics, Chemistry and Biology, in a college or university 
approved by the board, that he has attended courses 
of instruction for four years of not less than thirty- 
two school weeks in each year, or courses which 
in the opinion of the board are equivalent thereto, 
in one or more legally chartered medical schools, 
and that he has received the degree of doctor of 
medicine, or its equivalent, from a legally chartered 
medical school having the power to confer degrees 
in medicine and approved by the board, shall upon 
payment of twenty-five dollars be examined, and 
if found qualified by the board, be registered as 
a qualified physician and entitled to a certificate 
in testimony thereof, signed by the chairman and 
secretary. 


Section 2. The provisions of said section two as. 
existing immediately prior to the effective date of 
this act shall continue to govern as to the eligibility 
of any applicant for registration as a physician who 
had matriculated prior to the effective date of this 
act in any legally chartered medical school having. 
power to confer degrees in medicine. 


THE APPOINTMENT OF DR. ALICE HAMILTON 


Dr. Alice Hamilton of Boston has been appointed 
as technical adviser to Secretary Perkins in con- 
nection with a vigorous campaign against the 
menace of industrial accidents and diseases. 


THE AWARD OF THE NOBEL PRIZE 


On October 24, 1935, the Nobel Prize for Medicine 
was awarded to Dr. Hans Spemann, Professor of 
Zoblogy at the University of Freiburgimbreisgau, 
Baden. 

This prize includes an award of 160,000 kroner, or 
about $42,000. 


Dr. Spemann’s work for which he is especially rec- 
ognized has been in connection with experimental 
biology. 

He was born in Stuttgart, Germany, June 27, 1869, 
the son of Wilhelm Spemann, a publisher. He was 
educated at Eberhard-Ludwigs-Gymnasium from 
1878 to 1888. He had military training and studied 
medicine from 1891 to 1894 at the University of 
Heidelberg, Munich and Wuerzburg and was given 
work as an assistant in the University of Wuerz- 
burg in 1895. 

In 1914 he became director in the Kaiser Wilhelm 
Institute for Biology in Berlin and later was appoint- 
ed professor of zodlogy at the University of Freiburg 
in Breisgau.—Abstracted from the report in the New 
York Times, October 25, 1935. 
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ANTERIOR POLIOMYELITIS CASES 
WEEKLY List, OcToBerR 26 - NOVEMBER 2, 1935 


City or Town 
Fall River 


Brockton 
Norfolk 
Norwood 


Belmont 
Boston 
Cambridge 
Lexington 

Somerville 


No. of Cases 


Lawrence 
Lynn 
Methuen 
North Reading 


Worcester 
Springfield 


bo 


Total 


ToTAL CASES FOR YEAR 


January-June . 14 
July 46 
September 537 
October 
8 

Total 1323 


RED CROSS DISASTER, HEALTH AND SAFETY 
SERVICES 


Death and destruction rode in the wake of the ris- 
ing waters when cloudbursts in southern New York 
State early in July caused the greatest floods that 
area has known in fifty years. Forty-three lives 
were lost, 255 persons were injured, 9000 homes 
were damaged or washed away and even greater 
suffering would have resulted had not Red Cross 
Chapter workers arrived on the scene before the 
crest of the flood was reached, to assist panic- 
stricken victims to reach places of safety and provide 
emergency care for those made homeless. 

Chairman Grayson, of the American Red Cross, 
mobilized his workers with amazing swiftness and 
before the rain had ceased to fall the Director of 
Disaster Relief and his aids were en route from 
Washington, by plane, to this beautiful finger-lake 
country, visited by hundreds of vacationists each 
year, but then embroiled by the raging waters of 
streams and rivers filled to overflowing by the 
forty-eight hour deluge. 

More than 9000 families were affected by this 
single disaster and at the height of the emergency 
the Red Cross was feeding more than 7000 persons 
and providing shelter for half that number. But 


this was only a beginning of the work of the Red 
Cross, for among those made homeless more than 
4000 families were without the financial means to 
rehabilitate themselves and must have the assist- 
ance of the Red Cross in rebuilding and repairing 
their homes and providing a thousand and one es- 
sentials before they could resume normal living. 


The Red Cross sets no arbitrary limit on kinds of 
relief. If a family with no resources of its own has 
lost its home, if the home is in need of repairs, if the 
furnace is damaged or if the furniture is swept 
away or ruined, if fencing is down on a farm, if 
vital farm machinery is ruined, the Red Cross meets 
the needs. The Red Cross makes no loans, whatever 
assistance it gives, it gives outright, with no strings 
attached. 


You, yourself, may never need the services of 
Red Cross disaster workers; you may never need 
the ministrations of a Red Cross public health nurse, 
but someone else surely does. You may never be 
saved from drowning by the timely arrival of a Red 
Cross life saver and the application of the prone 
pressure method of artificial respiration—but many 
are the men and women, the boys and girls, who 
walk the land today because someone trained by the 
Red Cross was at hand in an emergency. 


Year after year, through more than half a cen- 
tury, citizens before us have maintained by mem- 
bership the American Red Cross as the great hu- 
manitarian agency—and there is nothing in all its 
many valuable services which is more helpful, more 
neighborly, than these services which pertain to the 
conservation of human life. Nothing could be more 
unselfish, or appeal more strongly to the generous 
instincts of a people. 


Some months ago an epidemic of malignant ma- 
laria broke out in a southern State. Now, malaria 
is something usually thought of as slow working, 
a drain upon physical energy but hardly in a group 
with some of the other contagious diseases, like 
typhoid fever or smallpox. Actually, here in this 
progressive, public-spirited community, this form of 
malaria struck swiftly and terribly. First diagnosed 
as undulant fever, later dengue, there were devel- 
oped seventy-four cases, five deaths, before a hurry 
call was sent to the Red Cross. A representative of 
the Red Cross nursing service, after a rapid sur- 
vey, telegraphed the needs to headquarters. The 
director of the service scanned her lists for the most 
conveniently located available nurses; quickly dis- 
patched eight to the scene. They at once made 
their presence felt in a nursing campaign lasting 
several weeks, helping physicians to check the 
progress of the disease effectively and nursing their 
patients back to health. 

A number of times each year there are emergency 
demands for nurses similar to the example just 
cited. Disaster so often strikes rural communities, 
leaving behind a trail of injured to be cared for in 
improvised hospitals. Sometimes unsanitary condi- 
tions are potential breeders of disease. Typhoid 
lifts its head here and there in rural districts and 
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small towns—just as it did last year in one of the 
Northwestern States. The need for help is great— 
and the Red Cross responds, for there are more 
than 36,000 nurses on the active list of the Nurses’ 
Reserve ready for instant service in the Army, the 
Navy or for the Red Cross emergency service. 
These nurses meet the highest professional stand- 
ards and are available in every part of the Nation. 
They constitute a powerful line of health defence. 

Half the child population of a county high up to- 
ward the Canadian line was found to be suffering 
from goitre when an itinerant Public Health nurse 
of the Red Cross made her first school inspection 
after arriving for her tour of duty. Symptoms 
ranged from slight to toxic. Cases were at once 
referred to physicians for treatment and upon their 
advice iodine tablets were distributed, which 
checked the progress of the malady and had the ef- 
fect of awakening the community to the importance 
of preventive measures. 

Continuing her school inspections, she brought 
about the immunization of 428 children from diph- 
theria and obtained dental inspection and services 
for children whose teeth had been noticeably neg- 
lected. 

This sort of thing is all in the day’s work of the 
Red Cross nurse. The press occasionally carries 
stories of more spectacular nursing achievements, 
reflecting the heroism of Red Cross nurses in time 
of epidemic and disaster, of their bravery of the 
elements and disregard of self, but perhaps the 
largest contribution of all is their daily bedside 
nursing, their detection of unsanitary conditions, 
their coédperation with local health authorities in 
the improvement of health situations, their health 
inspections of children and adults, their zeal in pro- 
moting immunization against contagious diseases, 
their teaching of simple home nursing. 

This last year Red Cross Chapters employed more 
than 800 public health nurses: that means year- 
round programs of bedside nursing. They made 
more than a full million nursing visits and went 
into the schools and inspected 600,000 children—de- 
tected defects before they developed serious com- 
plications, sent many a child to doctor or dentist or 
oculist for corrections that made school work easier 
and safeguarded future development. 

Of course, it is humanly impossible for even a 
large group of professional nurses to respond to 
all the demands for service. To meet this pressing 
need, the Red Cross trains many of its nurses to 
teach mothers, fathers and even younger members 
of the family to take care of chronic invalids, the 
aged, sick brothers and sisters and others in the 
home who need special care but do not require the 
services of a trained nurse. Last year more than 
2000 nurses were authorized to conduct courses in 
Red Cross Home Hygiene and Care of the Sick. 
More than 50,000 students were awarded certificates 
for satisfactory completion of the course. Since the 
Red Cross first undertook the teaching of home hy- 


giene classes, approximately three-quarters of a 
million certificates have been issued. 

In safety, as in health, the Red Cross is the great 
evangelist. In Washington, D. C., a slow gas leak 
fills a house with deadly fumes; a whole family is 
slowly succumbing. A young woman in the house- 
hold is a holder of several Red Cross first aid cer- 
tificates, has even been authorized to instruct in the 
subject. She rushes to fling open the windows, 
turn off the gas, summons a physician and places 
the victims where they will be in uncontaminated 
air, at once busies herself applying the prone pres- 
sure respiration to the one most desperately af- 
fected. She saves those lives. 

In the old days of the muddy, treacherous swim- 
ming hole and unsupervised bathing beaches water 
tragedies took terrific toll. They still do. But they 
are at last being definitely checked and the trend of 
drownings is downward. There are 8000 drownings 
a year, but there are thousands, perhaps millions, 
more swimmers. The Red Cross is making prog- 
ress—it is looked to for safety leadership, furnishes 
hundreds of camp counselors, teaches swimming, 
trains for safety, equips teachers to carry on the 
work. It holds a series of National aquatic schools 
each spring for men and women who make swim- 
ming and outdoor activities their vocation or sum- 
mer avocation. 

Summarizing briefly a twelve months’ record of ac- 
complishments by the companion Red Cross Serv- 
ices, First Aid and Life Saving: 183,000 first aid cer- 
tificates awarded; 74,000 life-saving certificates. 

In twenty-one years 633,000 life-saving certificates 
have been issued; and in the last quarter of a cen- 
tury first aid certificates have been granted to more 
than 946,000. 

Think of all the bruises and wounds that have 
been dressed by these hundreds of thousands; the 
infections that have been prevented; the fractures 
that have been cared for until the arrival of medi- 
cal help; the blood flows that have been stopped; 
the shocks that have been mitigated; the innumer- 
able and varied emergencies that have been suc- 
cessfully met because of Red Cross training! 


Red Cross health and safety services are support- 
ed—just as are other Red Cross services—by the 
annual Roll Call. Everyone ought to have a part 
in the Red Cross, by joining through the local Chap- 
ter. This year, as always, the period between 
Armistice Day and Thanksgiving Day—November 
11-28—has been set aside for Nation-wide enroll- 
ment of members. Won’t you join the Red Cross? 


NEWS ITEMS 


The annual conference of the National Society 
for the Prevention of Blindness will be held at the 
headquarters of the Society in Rockefeller Center, 
New York, December 5 to 7, it has been announced 
by Lewis H. Carris, managing director. Among the 
topics to be discussed will be: Medical Social Eye 
Work, The Prevention of Eye Accidents Caused by 
Fireworks, and The Division of Responsibility be- 
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tween Official and Unofficial Agencies in the Move- 
ment for Prevention of Blindness. 


The election of the following as honorary vice- 
presidents of the Society is announced: Dr. George 
E. DeSchweinitz of Philadelphia, emeritus profes- 
sor of ophthalmology in the Medical School, Uni- 
versity of Pennsylvania; Dr. John H. Finley, asso- 
ciate editor of the New York Times, and Miss Lil- 
lian D. Wald, president of the Henry Street Settle- 
ment of New York City. Other honorary vice-presi- 
dents of the Society are the following: United 
States Senator Thomas P. Gore of Oklahoma; Helen 
Keller and Mrs. Winifred Holt Mather. 


Dr. Walter B. Lancaster of Boston, associate in 
ophthalmology, Harvard University Medical School, 
and Dr. Bernard Samuels of New York City, pro- 
fessor of clinical surgery, Cornell University Medi- 
cal School, have been elected to the Society’s board 
of directors. 


NEWS ITEMS FROM MAINE 


The Franklin County Memorial Hospital Medical 
Institute of Farmington, Maine, held a Cancer Clinic 
on October 11, 1935. 

2-5 P.M. Ward Rounds and Case Clinic. 

6 P.M. Dinner. 

7 P.M. Paper: “The Successful Diagnosis and 
Treatment of Cancer,” by Dr. Barbara Hunt, of Ban- 
gor, Maine. 


Paper: “Some Recent Advances in Cancer Re- 
search,” by Dr. C. C. Little, Director of the American 
Society for Control of Cancer. 


Tue MAINE MEDICAL ASSOCIATION CLINIC 


The Annual Maine Medical Association Clinic was 
held this year at Lewiston, Maine, October 24-25, 
1935. Sessions on the twenty-fourth were at 
St. Mary’s Hospital in the morning and afternoon 
and on the twenty-fifth at The Maine General Hos- 
pital. 


PROGRAM 


From 9 A.M. to 12 noon each day, surgical clinics 
with operations and demonstration of cases. 

12 M. Buffet luncheon. 

2to5 P.M. Fifteen-minute papers by members of 
the hospital staffs. 


5 P.M. Thursday. 
Elliott C. Cutler. 


5 P.M. Friday. Round Table conference on Cancer 
in Maine conducted by Dr. Clarence C. Little. 

7 P.M. Each night. Banquet at DeWitt Hotel. 

8 P.M. Thursday. “The Surgeon and His Art,” 
Dr. E. C. Cutler. 


8 P.M. Friday. 
Dr. C. C. Little. 


Neurological conference by Dr. 


“Problems Pertaining to Cancer,” 


CORRESPONDENCE 


TROUBLE AHEAD 


The Commonwealth of Massachusetts 
Department of Public Health 
State House, Boston 
October 21, 1935. 
Editor, New Engiand Journal of Medicine, 

The diagnosis and management of syphilis, and 
especially of early syphilis, have been written and 
talked about so much in recent, years that there is 
bound to be trouble ahead for the physician who 
makes mistakes in diagnosis or who fails to treat 
the patient properly. Appearance before the Board 
of Registration in Medicine is the least that can 
happen. Suits for malpractice will follow as rapid- 
ly as the public becomes acquainted with what it 
has a right to expect from the physician. The fol- 
lowing cases are presented: 


Early in February an indigent male called upon 
a city physician, presenting a penile lesion of a few 
days’ duration. The patient testified before the 
Board of Registration in Medicine that the lesion 
was painted with mercurochrome, boric acid oint- 
ment or wash was prescribed, and the patient ad- 
vised that the lesion was of no consequence and 
would disappear. 

The following April the patient’s wife, who was 
then two months pregnant, called upon the same 
physician. She presented a rash, sore throat and 
genital lesions. The clinical picture was so char- 
acteristic that the physician (who had no recollec- 
tion of having taken a blood test on any patient for 
several years) suspected syphilis. He had no sero- 
logical outfits handy and requested that the patient 
return the next day. He failed to impress her with 
the possible seriousness of her condition and she 
did not return. The physician made no attempt to 
determine that she ever received any further medi- 
cal attention, nor did he report her to this Depart- 
ment for investigation. 

A month or so later, the same physician was 
called to this family’s home because the younger 
(two years old) of two small daughters had a rash. 
The physician is reported to have stated that her 
condition “might be German measles”, but that “he 
didn’t think so”. No further study of her condition 
was made. 


Eventually these three members of this family 
were found, by another physician, to have syphilis. 
The mother was then more than six months preg- 
nant. 

The outrageous mismanagement of these infec- 
tions was so obvious that investigation by the Board 
of Registration in Medicine was requested. 

There are a number of points about this case 
which deserve the attention of the medical profes- 
sion: 

1. Syphilis, and especially a recent infection or 
syphilis in a pregnant woman, is a dangerous, 
communicable disease. 
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2. The husband’s infection could have been diag- 
nosed immediately by darkfield examination of 
serum from the lesion. Any syphilologist and 
most of the syphilis clinics in the State are 
equipped to make darkfield examinations. The 
very least that could have been done would have 
been the making of repeated blood tests, al- 
though once the blood has become positive the 
chance of clinical and serological cure has 
dropped at least 10 to 15 per cent. : 

3. Diagnosis of the husband’s infection and its im- 
mediate and proper treatment might have pre- 
vented the infection of the wife. If she were al- 
ready infected, she could have been kept under 
constant observation and treatment could have 
been begun immediately upon the appearance of 
evidence of infection. Or, if the sexual history 
indicated exposure, and the patient acquainted 
with the advantages of immediate treatment, in- 
fection could have been assumed and treatment 
begun at once. 

4. The contact infection of the two year old daugh- 
ter would have been prevented. 

5. Treatment of the wife’s infection could have been 
begun early in pregnancy. Treatment begun be- 
fore the fifth month and continued to term is 
almost certain to prevent a congenital infection. 

6. The adequate treatment of primary syphilis re- 
sults in clinical and serological cure in 85 to 90 
per cent of cases. In the secondary stage the 
chance of clinical and serological cure is from 15 
to 20 per cent less. Thereafter “cure” in the 
double sense is problematical. : 

The records of the Board of Registration in Medi- 
cine show the following case as an example of the 
serious damage which may be done by erroneous 
diagnosis, particularly when the accepted diagnostic 
procedures are neglected: 


A woman went to a physician because of some 
symptoms referred to her back. A diagnosis of 
syphilis was made by the Abrams’ electrotonic 
method. Later the husband was examined by the 
same method and a diagnosis of syphilis was again 
made. These diagnoses led to recriminations and 
almost broke up the family, but as both histories 
were negative for syphilis another physician was 
consulted. 

After the generally accepted laboratory tests had 
been applied and the patients had been properly ex- 
amined, both were declared to be free of any evi- 
dence of infection with syphilis. The complaint of 
deceit was laid before the Board of Registration in 
Medicine. 

The Department of Public Health has sent each of 
the 6,000 physicians in Massachusetts at least twen- 
ty-one reprints on the modern management of 
syphilis and gonorrhea during the last six years. It 
has enjoyed the advice of a large group of con- 
sultant specialists in the preparation and selection 
of this material. The Department offers free sero- 
logical diagnostic laboratory service to every phy- 


sician in the State. It offers arsenicals without 
charge to every physician who wishes to treat syphi- 
lis. It offers speakers on these diseases to any med- 
ical society or club that wishes a speaker. There 
is not a clinic chief in the state who would not 
welcome the opportunity to teach the management 
of syphilis or gonorrhea to any physician who will 
take the time to attend clinic sessions. Every pos- 
sible effort is being made to enable the physician 
to add to and retain in his private practice those 
patients who come to him with either of these dis- 
eases. 

Syphilis and gonorrhea are among the most prev- 
alent of the reportable communicable diseases. 
Numerically, economically, socially and pathological- 
ly, they constitute the major, modern public health 
problem. Congenital and accidentally acquired syphi- 
lis account for from 15 to 20 per cent of the prob- 
lem. Innocent infections in wives account for well 
over half the infections with either syphilis or 
gonorrhea in women. At least 10 per cent of all 
gonorrhea in the female is in girls under fourteen 
years of age, most of which is innocently acquired. 

Gonorrhea and syphilis are no respecters of per- 
sons or morals. They are to be found in every phy- 
sician’s practice if they are looked for. The con- 
trol of both diseases depends largely upon prompt 
and correct diagnosis, adequate treatment, constant 
control of the patient and a thorough search for 
related cases. When the medical profession ade- 
quately appreciates these facts, such situations as 
those described in this lengthy communication will 
be considerably less prevalent than they are, most 
unfortunately, today. 

Yours truly, 
N. A. NELSON, M.D., Assistant Director, 
Division of Communicable Diseases. 


IODINE AS AN ANTISEPTIC 


Harvard University Medical School 
Department of Surgery 


October 17, 1935. 
Editor, New England Journal of Medicine, 


A recent editorial in your Journal boldly described 
iodine as the antiseptic “par excellence’. Since 
there is abundant evidence to the contrary I have 
felt that perhaps you would accept this small note 
with its references and opposing attitude for pub- 
lication so that those of your readers who doubt 
the editorial writer’s opinion may feel a little re- 
lieved. 


The true appraisal of an antiseptic is a difficult 
measure. Unfortunately, all too often the measur- 
ing rod used is the efficiency of a drug to kill 
bacteria in vitro. This test is really of no value 
if we mean by a useful antiseptic one that is useful 
in wounds or for the preparation of the skin. It 
has been repeatedly shown that though iodine 
may have a high bactericidal action on organisms 
in vitro, if blood is added the killing power of the 
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drug is greatly diminished or even lost. It has 
alse been shown that a drug which has a high 
killing power in vitro is of little value in de- 
stroying organisms on the skin. It would appear 
that your editorial writer was interested in the 
use of iodine by surgeons, which would mean in 
wounds and on skin. Yet your writer quotes as 
evidence of the value of iodine tests which in- 
volve only the exposure of bacteria in vitro to 
iodine, a matter of little concern to the surgeon. 

The following table of references and results em- 


phasizes without need of further discussion the 
fallacy of the in vitro method as a means for testing 
the value of antiseptics for surgical use, and that 
iodine, though it has a high killing power in vitro, is. 
useless as an antiseptic in the presence of blood, or 
as a skin preparation. Of course I may have misused. 
the meaning of the word antiseptic by your writer, 
for iodine in a bacteriological sense is a good bac- 
tericide. 
Very truly yours, 
C. Curier, M.D. 


Author Journal Volume, Page, Iodine Scrapings Biopsies 
Year 
Neate Mil. Surgeon 29: 200, 1911 removed 66% sterile 50% sterile 
Decker, C. Deutsche med. 37: 1078, 1911 removed 55% - 100% Growth 
Wehnschr. 
Turner and Catto Lancet 1: 783, 1911 left on 90% sterile 
Robb Surg., Gynec. 17: 324, 1913 removed 57% - 
& Obst. left on 86% = 
Bovée, J. W. Am. J. Obst. 70: 12, 1914 84% “ 41% “ 
& Gynec. 
Browning, C. H. Brit. M. J. 1: 562, 1918 removed 40% . 
Scott and Hill J. Urol. 14: 135, 1925 left on 75% sie 15% 
Tinker and Sutton J. A. M. A. 87: 1347, 1926 100% Growth 
Simmons, J. S. J. A. M. A. 91: 704, 1928 3.5% tine. 52% sterile 
88% 
Reddesh, G. F.,.and J. A. M. A. 91: 712, 1928 70% “ 63% ” 
Drake, W. E. 
Scott, W. W., J. A. M. A. 92: 111, 1929 10%...“ 48% - 86.5% “ 
Hill, J. H., and 
Ellis, M. G. 
Ozereliev, A. A. Zentralbl. 57: 1386, 1930 60% 
f. Chir. 
Raiziss, G. W., A. A, 94: 1199, 1930 10 ° 70% 
Severac, M., and 5.0% * 100% Growth 
Moetsch, J. C. 10% “* 100% Growth 
Smith, J. W. J. Urol. 28: 485, 1932 in alc. 50% a 
acetone 
and H,O 
Simmons, J. S. Surg., Gynec. 56: 55, 1933 7.0% tine. in wounds inoculated with staph. 


& Obst. 


abrasions 83% sterile 
sup. incision 83% 
deep incision 31% = 
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RECENT DEATHS 


BROWN—Epwarp WELLS Brown, M.D., of 337 Elm 
Street, Northampton, died at his residence sud- 
denly, October 25, 1935. 

His office was at 16 Center Street. Dr. Brown 
was born in 1871 in Milwaukee and previous to the 
study of medicine was educated at Yale and the 
University of Wisconsin. He received his M.D. 
degree from Columbia University College of Phy- 
sicians and Surgeons in 1894. 

Dr. Brown joined the Massachusetts Medical So- 
ciety in 1898 and was also a Fellow of the American 
Medical Association. He was a member of the staff 
of the Cooley-Dickinson Hospital and for several 
years held the position of chief. He had served 
Hampshire County as Medical Examiner for the last 
twenty VYears. 

Surviving him are his widow, a daughter, Miss 
Janet Brown, two sons, Dr. Stephen Brown and 
Mr. Richard B. Brown and a brother, Mr. Howard 
Brown of Springfield. 


RICH—FRANK A. Ricu, M.D., of 8 Union Street, 
Burlington, Vermont, died recently in that city. 
He was born in 1861 and graduated from the Uni- 
versity of Vermont Medical School in 1893. He also 
practiced Veterinary Medicine. 

Dr. Rich served as a member of the faculty of 
the University of Vermont for forty years. 


MORAN—Horace S. Moran, M.D., of 12 Richard- 
son Avenue, Wakefield, Massachusetts, died sudden- 
ly October 18, 1935. 

He was born in Wakefield, graduated from the 
Harvard Medical School in 1893 and was formerly @ 
member of the Massachusetts Medical Society. 

Dr. Moran is survived by a brother, George W. 
Moran, and a sister, Miss Caroline H. Moran. 


OBITUARIES 


JOHN W. KEEFE, M.D., F.A.C.S., LL.D. 
1863-1935 


Dr. John W. Keefe of Providence died at his sum- 
mer home, Narragansett Pier, August 3. The cause 
of death was cerebral hemorrhage. John William 
Keefe was born at Worcester, Massachusetts, April 
25, 1863, the son of Denis and Alice (McGrath) 
Keefe. His early life was spent in Worcester and 
after graduating from the public schools, he entered 
upon the study of medicine at the University of 
Michigan, 1882 and 1883. He then went to New 
York and received his medical degree at the Uni- 
versity Medical College, New York University, in 
1884. He interned at Bellevue Hospital, receiving 
an appointment on the first surgical division. Fol- 
lowing his graduation from Bellevue Hospital he 
came to Providence and established himself in gen- 
eral practice. He early became connected with the 
Rhode Island Hospital and served that institution 
thirty-three years, first in the capacity of Surgical 
Externe in 1886; Out-Patient Surgeon from 1887 to 
1895; Assistant Visiting Surgeon from 1895 to 1897 


when he was appointed Visiting Surgeon which po- 
sition he filled for twenty-two years. He resigned 
in 1919 as Active Visiting Surgeon and was appoint- 
ed Consulting Surgeon. 

Dr. Keefe took a very prominent part in the found- 
ing of St. Joseph’s Hospital serving as Visiting Sur- 
geon four years and later as Visiting Gynecologist 
for ten years retiring in 1905, and was appointed 
Consulting Surgeon. He built the John W. Keefe 
Surgery in Providence in 1913 and conducted that 
institution until a few years ago doing most of his 
private surgical work there. 

He was one of the founders of the American Col- 
lege of Surgeons and of the New England Surgical 
Society. He was Past President of the Rhode Island 
Medical Society, of the New England Surgical So- 
ciety, of the New England Branch of the American 
Urological Association, and President (1916) and 
Vice-President of the American Association of 
Obstetricians, Gynecologists and Abdominal Surgeons. 
During the administration of President Taft he re- 
ceived a commission in the Medical Reserve Corps 
and during the World War served as Major in the 
Medical Department of the United States Army. 

Dr. Keefe, realizing that a surgeon should be an 
anatomist, was a constant student of anatomy and 
devoted much'‘time to the study of this subject. 
He did frequent dissections on the cadaver as well 
as operative surgery on animals and animal experi- 
mentation. Early in his career he saw the advan- 
tages of study in Foreign Clinics and made several 
trips to Europe to observe and familiarize himself 
with the surgery of the masters of his day. He was 
a frequent visitor to the large and famous clinics of 
this country and a faithful attendant at meetings 
of many surgical societies to which he belonged. 

He was the first practitioner in Rhode Island to 
give up the general practice of medicine and con- 
fine himself to the practice of surgery as a specialty. 
Endowed with natural talents and those qualities 
which make for the successful surgeon, with an 
engaging personality and a constant aim to ad- 
vance and achieve, Dr. Keefe’s record and attain- 
ments stand preéminently in the history of surgery 
in Rhode Island and New England as well as achiev- 
ing a national reputation in his chosen specialty. 
{ think it can be safely said that the surgeons of 
every state in the Union knew of “Keefe of Rhode 
Island’, of his reputation and ability and of his 
contributions to surgical literature. If the oft-heard 
saying be true that “surgeons are born and not made,” 
it most certainly applies to Dr. Keefe for he had in 
addition to an excellent training, those qualities of 
a deft hand with a technique of manipulation and a 
finesse in operating that marks the true artist in 
surgery, a sound judgment and the quality of deci- 
sion, with the courage, ability and faith to act upon 
that decision. 

He was the author of many essays on surgical 
subjects. In 1931 he presented to the Rhode Island 
Medical Library a collection of his essays, forty- 
three in number. These papers were read before 
the Providence Medical Association, the Rhode 
Island Medical Society, the American Urological As- | 
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sociation and the New England Branch of the 
American Urological Association, the New England 
Surgical Society and the American Association of 
Obstetricians, Gynecologists and Abdominal Sur- 
geons. A perusal of these papers is valuable and 
very interesting for they begin with the early his- 
tory of operation for appendicitis; one paper on this 
subject in 1891 was the first paper on appendicitis 
read before the Rhode Island Medical Society and 
was followed by a second paper in 1894, the title of 
which was “Twelve Consecutive and Successful Op- 
erations for Appendicitis’. This seems a small num- 
ber of appendix cases to report when we compare it 
with the immense number of appendix cases which 
Dr. Keefe did in the years that followed. At the 
time of writing this paper, however, many of the 
doctors in Rhode Island were advocating the cure 
of appendicitis with large doses of castor oil and 
there was considerable controversy between the 
medical men and the surgeons as to the proper 
treatment of appendicitis. There are several of Dr. 
Keefe’s essays which stand out as reports of pion- 
eer work, such as a paper in 1913 on “Stenosis of 
the Pylorus in Infancy” with report of two cases,. 
followed by a second paper in the same year, with 
report of six additional cases. The technique of the 
operation done by Dr. Keefe preceded the published 
technique of the Ramstedt operation for this par- 
ticular condition. In the literature of more recent 
years Dr. Keefe has been given credit for his 
priority in this operation. In 1916 he wrote a paper 
entitled “Sheet Rubber Superior to Gauze in 
Abdominal Operations”. This was an original con- 
tribution to surgical technique and many surgeons 
throughout the country adopted this method of 
walling off viscera and were enthusiastic over its 
advantages. In 1925 he presented a paper be- 
fore the Rhode Island Medical Society entitled 
“Traditions of Medicine in Rhode Island” which 
is a particularly valuable and interesting writing. 
In fact this compilation includes so many valuable 
and interesting papers that one could well afford 
to devote many hours pleasantly and profitably in 
reviewing these writings. 

Dr. Keefe received an LL.D. from Manhattan Col- 
lege, New York in 1909 and one from Providence 
College in 1932. The latter college said of him in its 
citation: 


“In Dr. Keefe, Providence College beholds a suc- 
cess attained through persistence in striving for 
professional perfection. The College would, there- 
fore honor such achievement for its own sake, for 
the sake of its inestimable benefit to the common 
good, and for the sake of these pre-professional | 
students within the college who look forward to a 
successful career. By honoring Dr. Keefe, it would 
hold up an example how alone genuine professional 
success is secured and sustained, namely, by the 
ceaseless and untiring expenditure of personal 
effort evoked, not merely during the years of prep- 
aration, but ever afterwards, even when reputation 
has been made and recognition granted.” 


In addition to Dr. Keefe’s love for his profes- 
sion and his deep interest in surgery he was a 


student of history and a lover of biographies. He 
was devoted to hunting and fishing having done 
considerable large game hunting in Maine and 
Canada, as well as fishing in those regions. Sword- 
fishing was one of his favorite sports and in which 
he indulged as late as only last year. 

At the time of his death he was Consulting Sur- 
geon to St. Joseph’s Hospital, the Rhode Island 
Hospital, the Charles V. Chapin Hospital, the Provi- 
dence Lying-In Hospital, the South County, the 
Westerly, the Woonsocket and the Pawtucket Me- 
morial Hospitals. 

In 1895 Dr. Keefe married Statia Sherman Maher 
of Brookline, Mass., who died three years ago. He 
leaves four daughters, Mrs. John A. Bolster, and 
the Misses Alice Sherman, Mary Ruth and Gertrude 
Sherman Keefe. 

His reputation will endure, his memory will be 
cherished by his many intimate and loyal friends 
and by numberless patients who have received the 
benefits of his expert skill and his kindly ministra- 
tions. 

ARTHUR T. JONES, 
Watter L. Munro. 


DR. NATHAN FRIEDMAN 
RESOLUTIONS 


WHEREAS our friend and fellow worker Dr. 
Nathan Friedman has been called to his everlasting 
rest; 

We, the staff of the Jewish Hospital for Chronic 
Patients, in meeting assembled, hereby resolve that 
in his demise the institution has lost a devoted 
friend, a loyal physician, and a kindly minister to 
the sick. 

It is further resolved that we extend our sincere 
sympathy to his beloved family in their hour of 
trial, and to express the hope that the fragrance 
of his memory will ever be their everlasting solace. 

In accordance with our sense of loss we deem it 
fitting that its expression be spread upon our rec- 
ords, in order that his services as secretary, asso- 
ciate and counselor, be forever recorded in affec- 
tion and appreciation. 

MAURICE GERSTEIN, M.D., Chairman of Staff, 
Greater Boston Bikur Cholim Hospital. 


NOTICES 


MEDICAL CLINIC AND STAFF ROUNDS AT THE 
PETER BENT BRIGHAM HOSPITAL 


At 3:30 P.M. on Thursday, November 14, in the 
amphitheater of the Peter Bent Brigham Hospital, 
Dr. Henry A. Christian, Physician-in-Chief, Hersey 
Professor of the Theory and Practice of Physic in 
the Harvard Medical School, will give a medical 
clinic. To it are cordially invited practitioners and 
medical students. 

On Saturdays in the wards of the Peter Bent 
Brigham Hospital, from 10 to 12, staff rounds will 
be conducted by Dr. Christian. 


: 
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LAWRENCE CANCER CLINIC 
Established 1928 


Lawrence, Mass., October 22, 1935. 


To the Physicians of the North Half of Essex 
County: 
Dear Doctor: 

The regular Lawrence Cancer Clinic, to be held at 
Lawrence General Hospital, One Garden Street, Law- 
rence, upon Tuesday, November 19, at 10:00 A.M., 
will be a Demonstration Clinic with Channing C. 
Simmons, M.D., of Boston, Surgeon-in-Chief to Collis 
P. Huntington Memorial Hospital, and member of 
the Cancer Commission of Harvard University, Bos- 
ton, present as consultant. You are invited to ac- 
company any of your patients whom you desire 
shall have this service, or to send them with a note, 
and a report will be returned to you. This service 
is gratis. Your attendance at the Clinic is always 
welcome. 

This Clinic is endorsed by the Committee on Post- 
graduate Instruction of the Massachusetts Medical 
Society. 

Committee: Roy V. BaKETEL, M.D., 

Cuas. J. Bureess, M.D., 

Frep’K D. McALuister, M.D., 

JoHN J. McArpLe, M.D., 

Harry H. Nevers, M.D., 

Tuos. V. Uniac, M.D., 

J. Forrest BuRNHAM, M.D., 
Chairman, 


A DEBATE RELATING TO MEDICAL SERVICE 
The University of Kansas 
University Extension Division 
Lawrence 
To the Secretaries, State and National Medical Asso- 
ciations: 

I think you are aware of the fact that some thirty 
or more high school debating leagues are debating 
this year the following question: 


“Resolved: That the several states should 
enact legislation providing for a system of 
complete medical service available to all citi- 
zens at public expense.” 


The medical profession throughout the entire 
country has been most helpful in assisting these 
schools and debaters in securing authoritative in- 
formation. 

The National Broadcasting Company is providing 
the facilities of its Red Network for a chain broad- 
cast on this question on Tuesday afternoon, Novem- 
ber 12. The following statement gives the essential 
facts concerning this broadcast: 

Speakers: 

Affirmative: William Trufont Foster, Director, Pol- 
lak Foundation. Professor Bower Aly, Univer- 
sity of Missouri, Editor of the Debate Handbook. 

Negative: Dr. Morris Fishbein, Editor, Journal of 
the American Medical Association. Dr. R. G. 
Leland, Director, Bureau of Medical Economics, 


Time—November 12, 2:00 to 3:00 P.M., Bastern 
Standard Time (1:00 to 2:00 P.M., C. S. T.; 12:00 
to 1:00, M. S. T.; 11:00 to 12:00, P. S. T.) 
Stations Broadcasting — NBC Red Network and 
affiliated stations. 
Harotp G. IneHam, 
Chairman, N. U. E. A. Committee on Debate 
Materials and Interstate Codperation. 


ANNOUNCEMENT 


W. H. Watters, M.D., of 270 Commonwealth Ave- 
nue, Boston, announces that he will open the Bos- 
ton Miami Clinic, Coconut Grove, Fla., for its 
eleventh winter season on November 11. 


REMOVAL 


M. M. ANSHIN, M.D., announces the removal of his 
offices to 99 Franklin Street, Lynn, Mass. 


REPORTS AND NOTICES 
OF MEETINGS 


HAMPDEN DISTRICT MEDICAL SOCIETY 


The regular seasonal meeting of the Hampden Dis- 
trict Medical Society began with a luncheon at the 
Monson State Hospital on September 25 at 1:30 
P.M. This was followed by a medical program ar- 
ranged by the Hospital Staff. Dr. Theodore S. Ba- 
con of Springfield, President of the Society, pre- 
sided. There was an attendance of sixty members. 
The first paper was read by Dr. Stein on “The 
Réle of Mental Hygiene in General Practice.” He 
dwelt on the sociological and psychological qualifi- 
cations desirable in a great physician, the lack of 
which may cause a thousand quacks to rush in. He 
instanced the different problems presented at differ- 
ent periods of life and set forth a classification of 
mental disorders in which etiological factors were 
considered. The problem of the neuroses was 
touched on and a case report of a fifteen year old girl 
with enuresis was discussed. 

Dr. Roderick Heffron of the State Department of 
Public Health outlined the State Pneumonia Pro- 
gram, based on studies carried out in a large num- 
ber of hospitals during 1931, to which the State De- 
partment supplied type sera and facilities for typing 
and who reported back their results. He stated that 
the laboratories of some fifty hospitals were quali- 
fied to carry on the work of typing, etc. The serum 
used is a concentrated one, Felton’s Antibody Solu- 
tion, effective for Types 1 and 2. The State is plan- 
ning to take over the work of its production and 
distribution in the near future and the leading hos- 
pitals will also keep it on hand. Indications, con- 
traindications, precautions and technique, and the 
possible types of reactions, were discussed. Charts 
were shown illustrating the marked reduction of the 
mortality where serum was properly used. 

Dr. Yakoviev of the Monson State Hospital Staff 
presented cases of Wilson’s Disease, progressive 
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lenticular degeneration of the corpus striatum: 
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prain, and cirrhosis of the liver, a rare disease, yet 
one which is increasingly met with. 

The meeting adjourned with a vote of thanks to 
the Hospital Staff. 


CARNEY HOSPITAL CLINICAL MEETING 


On October 21, 1935 at 8:30 P.M. the third clinical 
meeting of the Carney Hospital was held. 

Dr. A. McKay Fraser spoke on “The Early Diag- 
nosis and Treatment of Appendicitis.” He prefaced 
the main part of his address with a brief historical 
sketch of the disease and the probable influence of 
familial tendencies and body types. He brought 
out the various symptoms and physical signs which 
should be watched for, and stressed the importance 
of the education of the lay person against the use of 
cathartics in abdominal pain. He gave careful con- 
sideration to the differential diagnosis. As to the 
treatment he was not didactic but gave the pros 
and cons of early operation, late operation and 
the Ochsner expectant treatment. His talk was 
followed by a general discussion in which several 
of the visitors consulted him on cases of theirs 
which were somewhat obscure. 

Dr. R. H. Aldrich followed Dr. Fraser with a dis- 
course on “The Treatment of Burns.” Dr. Aldrich 
stressed his theory on the réle of infection in burns 
and stated that he did not believe that the etiology of 
the toxemia in a burned patient was due either 
to an absorption of a split protein from the burned 
area or to a shifting of the water balance of the 
body with the resulting blood concentration. He 
stated that in practically one hundred per cent of 
larger burns the betahemolytic and the gamma 
streptococcus existed in pure culture on the burned 
areas. From this he deduced that a burned patient 
should be considered to have an infected open 
surgical lesion. He considered asepsis and antisepsis 
to be the logical treatment. He has _ recently 
abandoned gentian violet for a combination cf three 
of the anilin dyes namely, crystal violet, brilliant 
green, and neutral acriflavine. He described the 
technique of the treatment and concluded with an 
emphasis on two points; first, that the treatment of 
burns requires a great deal of work and is not to 
be lightly considered, and the second, that if and 
when some other substance is found that is superior 
to the combination of the three dyes that sub- 
stance also will be an antiseptic possessing the 
properties of analgesia and escharosis. 

The address was followed by lantern slides, 
charts showing the history of the treatment of 
burns, and a demonstration of a severely burned 
patient... 


THE MASSACHUSETTS MEDICAL 
BENEVOLENT SOCIETY 


The Annual Meeting of the Massachusetts Medical 
Benevolent Society was held at the Boston Medical 
Library on October 24, 1935. 

The Treasurer, Dr. Roger I. Lee, reported that 


during the last year the Society has been of financial 
assistance to twenty-two doctors’ families. In the 
cases of more than half of this number the help 
has gone to the widows and children of deceased 
physicians. The necessity for increased funds so as 
to be even more helpful was evident as was the 
need for a larger sustaining membership among 
the practicing physicians of Massachusetts. 

Dr. George Gray Sears resigned his Presidency 
of the organization and the following officers were’ 
elected: 

President, Dr. Robert M. Green. 

Vice-President, Dr. Lincoln Davis. 

Secretary, Dr. Hilbert F. Day. 

Treasurer, Dr. Roger I. Lee. 

Trustees, Dr. Lloyd T. Brown, Dr. Charles G. 
Mixter, Dr. Charles C. Lund. 

F. Day, M.D., Secretary. 


THE SOUTHEASTERN MASSACHUSETTS 
ASSOCIATED BOARDS OF HEALTH 


More than seventy health workers representing 
seventeen towns and cities in Barnstable and Bristol 
Counties met on Wednesday, October 23, at Handy’s 
Inn in Falmouth for the regular fall meeting of the 
Southeastern Massachusetts Associated Boards of 
Health. The President, Dr. T. L. Swift of Falmouth, 
called the meeting to order, two of the selectmen of 
the town welcomed the visitors, and the speaker for 
the afternoon, Mr. F. W. Goodhue of the Massachu- 
setts Department of Welfare, was introduced. 

The subject for consideration was “Reportable 
and Supportable Diseases,” and the treatment was 
from the administrative rather than the medical 
point of view. Boards of health are interested in 
reportable diseases, while welfare officials are in- 
volved in financial matters related to them, and 
there is almost absolute confusion as to the relative 
positions of the two departments in such matters. 
If the disease is reportable, it must come to the 
attention of the board of health and have proper 
supervision, but when, as in a majority of the cases, 
there are questions of finance, apparently the wel- 
fare officials should be responsible. In cases in this 
category, there seems to be no well-advised mode of 
procedure. Even in health matters, there are wide- 
ly varied customs. Quarantine, for example, should 
be a very definite procedure, but some boards isolate 
the worker, the support of the family, while other 
boards permit him to go regularly to work. Thus 
there seems to be no real definition of ‘“‘quarantine”, 
but, as a fundamental matter, this is one feature 
that ought to be standardized. 

In cases of pregnancy coupled with venereal dis- 
ease, it has been asserted that the board of health 
should care for the disease, while the welfare pays 
the pregnancy costs. For another example, how 
about the multitude of indirect charges, such as the 
care of the family when the wage-earner is stricken 
with a notifiable disease? It seems pretty well es- 
tablished as a principle, that medicine is under ob- 
ligation to coéperate with the board of health, but 
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where is the limit? When does special care cease, 
and what items should be within the province of the 
welfare board? These matters are very complicated 
today. 

The presentation of many instances of a nature 
akin to those noted above constituted the major 
portion of Mr. Goodhue’s address, leading to the em- 
phatic expression of the necessity of some real agree- 
ment between health officials and welfare boards as 
to the practical limits of their respective spheres. 
He called attention to the fact that the recently 
created State Health Committee, the purpose of 
which is to review the health laws, looking toward 
revision, desires the fullest information on matters 
like those now under consideration here. 

Dr. M. E. Champion of North Harwich, formerly 
with the State Health Department in Boston, and 
now a member of the Public Health Council of 
Barnstable County, dwelt quite at length on the un- 
fortunate condition, based as it is on customs that 
are really archaic, and urged steps toward the bet- 
terment of the situation. In the general discussion 
which followed, Mr. W. G. Kirschbaum of New Bed- 
ford, Mr. Charles R. Bassett of Yarmouth, Dr. A. P. 
Goff of Hyannis, Dr. R. P. MacKnight, local District 
Health Officer, and Dr. W. O. Hewitt, of Attleboro, 
offered affirmative arguments. 

There was the usual exchange of experiences be- 
fore the meeting, the social features of which in- 
cluded a dinner enlivened by music by a high 
school string ensemble. 


CARNEY HOSPITAL 
OutT-PATIENT STAFF 


The monthly meeting of the Out-Patient Staff will 
be held Tuesday, November 12, at 11:30 A.M. 
Speaker: Dr. Curran. 
Subject: Pneumonia. 
W. J. MAcDONALD, M.D., Secretary. 


MASSACHUSETTS SOCIETY FOR 
MENTAL HYGIENE 

The Annual Meeting of the Society will be held 
on Wednesday, November 20, at the Twentieth 
Century Club, Boston, beginning with a luncheon 
at one o’clock. 

Speakers are Rev. Phillips E. Osgood, Rector 
of Emmanuel Church, who will speak on “Personal 
Religion as a Force for or against Normal Life,” 
and Dr. Winfred Overholser, Commissioner of the 
Massachusetts Department of Mental Diseases, who 
will talk on “The Mental Health Program of the 
State Department of Mental Diseases.” 


THE SOUTH END MEDICAL CLUB 


The next regular meeting of the South End Medi- 
cal Club will be held at the office of the Boston Tu- 
berculosis Association, 554 Columbus Avenue, Bos- 
ton, on Tuesday, November 19, 1935, at 12 noon. The 
speaker will be Francis Lowell Burnett, M.D., Di- 


rector of Health Class for Psoriasis, Massachusetts 
General Hospital; Director of Health Class for 
Arthritis, Peter Bent Brigham Hospital. The title 
of his talk will be “New Principles for Normal Nu- 
trition and Health to Cure Disease”. Lantern slides 
will be used. All physicians are cordially invited to 
attend this meeting. Luncheon will be served at 
1 o’clock. 


NORFOLK DISTRICT MEDICAL SOCIETY 


PROGRAM FOR 1935-1936 


November 26, 1935 
Norwood Hospital at 8 P.M. 
Papers by the staff. 


January 28, 1936. 
Hotel Kenmore at 8 P.M. 
Dr. Benedict F. Boland—“Cauterization of the 
Cervix Uteri Using Various Electrical Meth- 
ods.” Illustrated with lantern slides. 


February 25, 1936. 
Massachusetts Memorial Hospitals at 8 P.M. 
Papers by the staff. 
March 31, 1936. 
Hotel Kenmore, at 8 P.M. 
(Subject to be announced.) 
May, 1936. 

Annual Meeting. 

(Place, date and subject to be announced.) 

The censors meet for the examination of candi- 
dates: November 7, 1935; May 7, 1936; November 
5. 1936. 

FrANK S. CruUICKSHANK, M.D. 

1236 Beacon Street, 

Brookline, Massachusetts. 


NEW ENG: © ROENTGEN RAY SOCIETY 


The November meeting of the New England Roent- 
gen Ray Society will be held at the Massachusetts 
Eye and Ear Infirmary, 243 Charles Street, Boston, 
Mass., on Friday, November 15, at 8:15 P.M. 

Dr. A. S. MACMILLAN, President, 
483 Beacon Street, 
Boston, Massachusetts. 


Dr. RicHarD Dresser, Secretary, 
695 Huntington Avenue, 
Boston, Massachusetts. 


BOSTON FLOATING HOSPITAL 


There will be a Staff meeting of the Boston Float- 
ing Hospital from 12 noon to 1 P.M., on Friday, 
November 15. Discussion of Poliomyelitis with spe- 
cial reference to the use of vaccines, by Dr. James 
M. Baty. 


MASSACHUSETTS MEMORIAL HOSPITALS 


There will be a meeting of the Surgical Section in 
the Ladies’ Aid Room, Talbot Memorial, 82 East Con- 
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cord Street, Boston, on Friday, November §8, 1935, 
at 12 noon. 

Dr. Milo C. Green will present “A Case of Retro- 
peritoneal Tumor” and there will be a case presenta- 
tion by Dr. Phillips L. Boyd. 

Mito C. GREEN, Secretary. 


NEW ENGLAND OPHTHALMOLOGICAL SOCIETY 


The next meeting of the New England Ophthalmo- 
logical Society will be held on Tuesday, November 
12, 1935, at 8 P.M., at the Massachusetts Eye and 
Ear Infirmary, 243 Charles Street, Boston. 


PROGRAM 
Tuberous Sclerosis with Tumor of Optic Nerve. 
Dr. Harry C. Messinger. 
Paper: Etiology of Trachoma. Analysis of Recent 
Studies. Dr. Phillips Thygeson, Iowa City, Iowa. 
Discussion. 
BENJAMIN Sacus, M.D., Secretary-Treasurer. 


MASSACHUSETTS EYE AND EAR INFIRMARY 


The annual meeting of the Alumni of the Infirmary 
will be held on Wednesday, November 13. It will 
begin at 9 A.M. and continue all day. 


HARVARD MEDICAL SOCIETY 


The next meeting of the Harvard Medical Society 
will be held in the Peter Bent Brigham Hospital 
Amphitheatre (Shattuck Street Entrance), Tuesday 
evening, November 12, at 8:15 P.M. 


PROGRAM 

Presentation of Cases. 

Recent Studies in Yellow Fever—A Virus Disease. 
By Dr. Frederick F. Russell, Lecturer in Preventive 
Medicine and Hygiene, Harvard Medical School. 

MarsHALt N. Futton, M.D., Secretary. 


WORCESTER DISTRICT MEDICAL SOCIETY 


GRAFTON STATE HOSPITAL, 
WEDNESDAY, NOVEMBER 13, 1935 


6:30 P.M. Buffet Supper (Main Auditorium). 

7:30 P.M. Scientific Program. 

a. Repression and Communicability in Catatonic 
Stupor. Dr. Benjamin Cohen, Research 
Member of Grafton State Hospital Staff. 

b. Parenteral Paraldehyde. Dr. Bardwell Flower, 
Assistant Superintendent, Grafton State Hos- 
pital. 

Dr. Charles Mongan, our present State President, 

will also address this meeting concerning many prob- 
lems confronting the Massachusetts Medical Society. 


SPECIAL MEETING 


Town House—34 Elm Street, Worcester, Mass. 
8:15 P.M., Wednesday, November 20, 1935. 

The Holy Cross College Debating Team will de- 
bate on the following subject: 

“Resolved, that a system of Compulsory Sickness 


Insurance should be enacted by the Massachusetts 
Legislature.” 


This meeting and debate is on a subject of intense 
interest to the Medical Society at the present time. 
The meeting is open to members of the Society and 
their wives and other members of their families. 


Dr. ERwin C. MILter, Secretary, 
Dr. WILLIAM Lyncu, President. 


SOCIETY MEETINGS, CONGRESSES 
AND CONFERENCES 


CALENDAR OF BOSTON DISTRICT FOR THE WEEK 
BEGINNING MONDAY, NOVEMBER 11, 1935 
Tuesday, November 12— 

*9-10 A.M. Boston Dispensary, 25 Bennet Street, 
Boston. ‘‘Report on the Results of Short-Wave 
Therapy in the Past Year.’’ Dr. P. Hoefer. 

2-3 P.M. Radio Broadcast. NBC. A Debate Relat- 
ing to Medical Service. 

2:30 P.M. Pediatric Ward Visit. Massachusetts 
Eye and Ear Infirmary. 

7:45 P.M. Gardner Auditorium, State House, Bos- 
ton. “The Management of Disease in Childhood 
to Mental Health.’’ Bronson Crothers, 


8 P.M. New England Ophthalmological Society. 
Massachusetts Eye and Ear Infirmary, 243 Charles 
Street, Boston. 

8:15 P.M. Harvard Medical Society. Peter Bent 
Brigham Hospital Amphitheatre (Shattuck Street 
entrance). 


Wednesday, November 13— 
9 A.M. Massachusetts Eye and Ear Infirmary, An- 
nual Meeting of the Alumni. 
*9-10 A.M. Boston Dispensary, 25 Bennet Street, 
Boston. Ward Cases. Dr. S. J. Thannhauser. 
M. Clinico-Pathological Conference. Children’s 
Hospital. 


Thursday, November 14— 

*8:30-9:30 A.M. Clinic, Surgical and Orthopedic Staffs 
of Children’s Hospital, at the Children’s Hospital. 

*9-10 A.M. Boston Dispensary, 25 Bennet Street, 
Boston. “Recent Observations on the Functional 
Properties of the Vascular System and on the 
Hemodynamics in Arterial Hypertension.’’ Dr. 
Soma Weiss. 

*3:30 P.M. Medical Clinic at the Peter Bent Brigham 
Hospital. - 

5 P.M. Lecture on “The Care of the Patient,’ 
Dr. Arthur R. Crandell. Harvard Medical School, 
Amphitheatre C. 


Friday, November 15— 


*9-10 A.M. Boston Dispensary, 25 Bennet Street, 
Boston. Ward Cases. Dr. S. J. Thannhauser. 


12-1 P.M. Boston Floating Hospital Staff Meeting. 


8:15 P.M. New England Roentgen Ray Society. 
Massachusetts Eye and Ear Infirmary, 243 Charles 
’ Street, Boston. 


Saturday, November 16— 


*9-10 A.M. Boston Dispensary, 25 Bennet Street, 
Boston. Liver Disease. Dr. S. J. Thannhauser. 


SS "anaes rounds at the Peter Bent Brigham Hos- 
pital. 


*Open to the medical profession. 
tOpen to Fellows of the Massachusetts Medical Society. 


November 7—Harvard Medical Schovl. The George W. 
eee on ‘‘Medical Ethics.’’ Amphitheatre C at 
; el 7—Faulkner Hospital Clinical Meeting at 


November 8—Massachusetts Memorial Hospitals, Sur- 
gical Section. See page 948. 

November 8—William Harvey Society in ie Auditorium 
of the Beth Israel Hospital, Boston, at 8 P 

November 8—Boston University School of a Sur- 
the Boston City Hospital, Cheever Amphi- 
theatre 


November 9—The Atlantic Dermatological Conference. 
See page 891, issue of October 31. 
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EDITORIAL DEPARTMENT 


November 12—Harvard Medical Society. See page 949. 

November 12—Carney Hospital, Out-Patient Staff. See 
page 948. 

November 12—A Debate Relating to 
See page 946. 

November 12—New England Ophthalmological Society. 
See page 949. 

November 13—Massachusetts Eye and Ear Infirmary, 
Annual Meeting of Alumni. See page 949. 

November 14—Harvard Medical School. 
“The Care of the Patient,’’ Dr. Arthur R. Crandell. 
phitheatre C at 5 P.M. 

November 14—Medical Clinic at the Peter Bent Brigham 
Hospital. See page 945. 

November 15—New England Roentgen Ray Society. 
page 948. 

November 15—Boston Floating Hospital Staff Meeting. 
See page 948. 

November 19—Lawrence Cancer Clinic. See page 946. 


November 19—The South End Medical Club. See page 
48. 


Medical Service. 


Lecture on 
Am- 


See 


November 20—Massachusetts Society for Mental Hy- 
giene. See page 948. 


November 21—Harvard Medical School. Lecture on 


“The Care of the Patient.’”’ Dr. David D. Scannell. Am- 
phitheatre C at 5 P.M. 

December 5-7—National Society for the Prevention of 
Blindness. See page 940. 


DISTRICT MEDICAL SOCIETIES 
FRANKLIN DISTRICT MEDICAL SOCIETY 


Meetings are held on the second Tuesday of November, 
January, March and May at the Weldon Hotel, Green- 


field, at 11 A.M. 
CHARLES MOLINE, M.D., Secretary. 


NORFOLK DISTRICT MEDICAL SOCIETY 
November 26 - May, 1936—See page 948. 


PLYMOUTH DISTRICT MEDICAL SOCIETY 

November 21—State Farm. Subject and speakers to be 
announced later. 

January 16—Goddard Hospital. 
to be announced later. 

March 19—Plymouth County Sanatorium, South Han- 
son. 

April 16—Brockton Hospital. 


May 21—Lakevilie State Sanatorium. 
G. A. MOORE, M.D., Secretary. 


Subject and speakers 


SUFFOLK DISTRICT MEDICAL SOCIETY 


December 11—Joint Meeting with the New England 
Heart Association at the Boston Medical Library. ‘“*Con- 
strictive Disease of the Pericardium,’’ Dr. Charles Sidney 
Burwell. Discussion: Dr. Edward D. Churchill and Dr. 
Paul D. White. 


January 29, 1936—Joint Meeting with the Boston Medi- 
cal Library at 8 Fenway. “Observations Around the 
World,’”’ Dr. Walter B. Cannon. 


March 18, 1936—Meeting at the Boston Medical Libra 
“The Laboratory and Clinical Story of Fatigue,’’ Df. 
Arlie V. Bock and Dr. David B. Dill. Discussion: Dr. 
Donald J. McPherson and Dr. Augustus Thorndike, Jr. 


April 29, 1936—Annual Meeting at the Boston Medical 
Library. “The Treatment of Septicaemia,’’ Dr. Champ 
Lyons. ‘The Pleurality of Scarlatinal Streptococcus Tox- 
in,” Dr. Sanford B. Hooker. Discussion: Dr. Hans Zins- 
ser. 


The medical profession is cordially invited to attend 
all of these meetings. 
ROBERT L. DeNORMANDIE, M.D., President, 
CHARLES C. LUND, M.D., Secretary, 
FRANCIS T. HUNTER, M.D., 
‘ Boston Medical Library. 


WORCESTER DISTRICT MEDICAL SOCIETY 
November 13—See page 949. 


November 20—Special meeting. See page 949. 


December 11—Wednesday evening. St. Vincent Hospi- 
-tal, Worcester, Mass. Dinner and scientific program. 
Subjects of program to be announced later. 


January 8, evening. Worcester City 
Hospital, Worcester, Mass. Dinner and scientific program. 
Subjects of program to be announced later. 


N. E. J. OF M. 

NOV. 7, 1935 

February 12, 1936—Wednesday evening. Worcester State 

Hospital, orcester, Mass. Dinner and scientific program, 
Subjects of program to be announced later. 


March 11, 1936—Wednesday evening. Memorial Hospi- 
tal, Worcester, Mass. Dinner and’ scientific program. 
Subjects of program to be announced later. 


April 8, 1936—Wednesday evening. Hahnemann Hos- 
pital, Worcester, Mass. Dinner and scientific program. 
ubjects of program to be announced later. 


May 13, 1936—Wednesday afternoon and evening. An- 


nual Meeting of Society. Time, place and details of pro- 
gram to be announced in an April issue of the Journal. 


ERWIN C. MILLER, M.D., Secretary. 


BOOK REVIEWS 


Food and Beverage Analyses. Milton A. Bridges. 246 
pp. Philadelphia: Lea & Febiger. $3.50. 


This small and handy volume of analytical data is 
a real contribution to the practice of nutrition. 
Most of the book consists of a table of the nutritive 
and caloric values of all kinds of food; for here 
the raw product, as well as its combination in com- 
monly used commercial preparations, is listed. The 
figures given represent the caloric value and the 
protein, fat, and carbohydrate content of average 
portions in grams, and also household portions, of 
each food. In other chapters, tables of the acid and 
alkali ash, mineral, inorganic salt, vitamin, and 
iodine values of foods, are given. And at the end 
of the book, the composition, alcoholic content, and 
fuel values of malt liquors, wines, and distilled 
spirits are listed. There is also a complete bibliog- 
raphy, a good index, and the print is clear. The 
book should be found very useful to practitioners, 
dietitians, and medical students. 


A Bibliography of Two Oxford Physiologists, Rich- 
ard Lower 1631-1691, John Mayow 1643-1679. 
John F. Fulton. 62 pp. New Haven: Yale Uni- 
versity Press. 


A complete bibliography of these two important 
seventeenth century physiologists has long been an- 
ticipated. The importance of the work of Richard 
Lower and John Mayow was emphasized in a paper 
published in 1908 by Professor Francis Gotch. Be- 
fore his paper very little was known of John Mayow 
and hardly more about the more important of the 
two men, Richard Lower. Professor Fulton has now 
given us a carefully edited bibliography, similar in 
appearance to his well-known bibliography of Rob- 
ert Boyle, published in 1932-3. This new bibliog- 
raphy sets a high standard and is of inestimable 
value to the historian of medicine and science. 
There is a brief introduction by Dr. K. J. Franklin, 
who has done so much to add to our knowledge of 
the Oxford physiological group. The separate edi- 
tions of the works of both Lower and Mayow are 
carefully collated, their contributions to other works 
noted, biographies and commentaries are listed, 
many of the important title pages are reproduced, 
and there is an excellent index. 


